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6.0. RISK CHARACTERIZATION

In the Risk Characterization phase of the Raymark ERA, the following activities
have been conducted: (1) Comparisons of exposure point concentrations against
established standards and criteria for sediments and water quality (Section 6.1); (2)
Assessment of tissue residue exposure and effects in target receptors (Section 6.2); (3)
An analysis of CoC bioaccumulation/trophic transfer in birds and mammals (Section
6.3); (4) Analysis of toxicity versus CoC concentrations (Section 6.4); (5) Risk Synthesis
(Section 6.5); and (6) Analysis of Uncertainties associated with the above
interpretations (Section 6.6).

An important element of risk characterization is the communication of study
results in an easily discernable fashion. In studies such as the present ERA where
multiple Weights of Evidence (WoE) are used to characterize chemical exposure and
biological effects at dozens of stations, the volume of numeric data can be formidable.
Hence, a systematic, semi-quantitative summary of results is generated for each WoE
by applying exposure and effects rankings so as to facilitate the assessment of
potential risk (discussed in Section 6.6). Accordingly, Tables 6.0-1 and 6.0-2 are
presented to summarize the ranking strategies used for estimated chemical exposure
(Exposure Ranking) and biological effects (Effects ranking). The WoE-specific criteria
are discussed in detail in their respective sections. The application of the ranking
criteria results in four tiers of probability of adverse exposure or effects; baseline (“-) ,
low (“+"), intermediate (“++”) and high (“+++7). Itis acknowledged that the selected
ranking criteria are somewhat subjective and are largely based on best professional
judgement. However, they represent a synthesis of the data, and a concerted effort
was made to provide a comparable and consistent approach across various WoE.

6.1. Comparison of CoC Concentrations with Criteria and Standards

In this section, concentrations of contaminants of concern (CoC) are compared
with effects-based screening benchmarks. For sediments, comparisons were made
against the NOAA ER-L and ER-M values (Long and Morgan, 1990 and Long et al.,
1995), whereas porewater concentrations were compared against EPA Water Quality
Criteria. For the contaminants in each matrix for which there were benchmarks
available, Hazard Quotients were developed by dividing the contaminant concentration
measured at the station by the benchmark concentration.

6.1.1. Bulk Sediment Contaminants

Calculated ER-L and ER-M Hazard Quotients for sediments are presented in
Appendix Tables D-1-1 and D-1-2, respectively. Table 6-1.1 presents a visual summary
of exposure-based weights of evidence for Raymark surface sediment contaminants
according to the evaluation criteria described in Table 6.0-1. Total PCB HQs for Area C
stations fell between the ER-L and ER-M benchmark values. Total PCBs at these three
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stations exceeded the ER-L benchmark (22.7 ng/g; Long et al., 1995, Appendix D-1-1).
Stations in Area D had Total PCB HQs ranging from baseline at Station D-1 to high at
Station D-5. Low exposure to Total PCBs was apparent at Stations D-2, D-3, and D-8,
and an intermediate exposure was observed at Station D-4 (Table 6.1-1). The highest
concentrations of PCBs in sediments were observed in Areas E and F. Three stations
in Area E had concentrations exceeding twice the ER-M (180 ng/g, Long et al., 1990,
Appendix Table D-1-2). In one instance, an extremely high ER-M HQ of 232 was
calculated for Total PCBs (Station E-1). Two Area F stations (F-2 and F-3) had Total
PCB HQs greater than twice the ER-M value, while Station F-1 had an intermediate
exposure for Total PCBs. Total PCB concentrations at the reference station only
exceeded the ER-L (Table 6.1-1), producing a low hazard quotient ranking for that
station.

Exposure-based weights of evidence for PAHs measured in sediments in the
Raymark study area are summarized in Table 6.1-1. In Area C, low exposures were
observed for most PAHs at Station C-2, including HMW, LMW and Total PAHs. The
remaining two stations had baseline exposure for all PAHs. In Area D, baseline
exposures were observed for Stations D-1 and D-2. However, some of the highest
exposures due to PAHs were observed at Station D-3, with most concentrations two- to
four-fold higher than the ER-M (Table 6.1-1; Appendix Table D-1-2). Stations D-4 and
D-5 had low exposures for most PAH compounds, while Stations D-6 had baseline
exposure for eleven PAHs (including LMW, HMW and Total PAHs) and low exposure
for three. Stations in Area E had baseline or low exposure for PAHs with the exception
of Station E-3. HQs at this station ranged from above the ER-L to slightly more than
two times the ER-M for benzo(a)anthracene and pyrene. HQs for Stations in Area F
were highest at Station F-3 with PAH concentrations being two- to seven-fold higher
than the ER-M for all PAHs except acenaphthylene and fluorene. High exposures were
also apparent for three PAHs (benzo(a)pyrene, dibenz(a,h)anthracene, and pyrene) at
Station F-2. Seven PAHs at Station F-2 had intermediate exposures, including LMW
and HMW PAHs; the remaining four PAH exposures were low. The reference station
had one intermediate exposure for dibenz(a,h)anthracene, but the remainder of the
exposures were either low or baseline.

HQs were generally below the ER-M benchmark for pesticides. In Area C, only
p.p’-DDD had a low exposure at Station C-2. Low exposures for p,p’-DDD were also
apparent in Area D at Stations D-4, D-5 and D-6 (Table 6.1-1). In Area E, low
exposures were apparent for all four pesticides at Stations E-2 and E-4. Station E-3
had a low exposure for p,p’-DDE. The remainder of the pesticides had low exposures
at Stations E-1 and E-3. HQs for pesticides in Area F ranged from below the ER-L to
above twice the ER-M. At Station F-1, an intermediate exposure to p,p’-DDD was
apparent. The remainder of the exposures for this site were either low or baseline.
Station F-2 had a high exposure for P.p-DDD, with an HQ marginally greater than two
times the ER-M. High exposures were also evident for p,p’-DDD and p,p’-DDE at
Station F-3, (HQ = 4.4 and 3.7, respectively; Appendix D-1-2). Reference data were not
available for comparison against sediment benchmarks.
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The majority of stations had baseline exposure concentrations for dioxins
(2,3,7,8 - TCDD equivalent concentrations). Exceptions were noted at Station D-5 and
E-1, with an HQ of 2.23 (Appendix D-1-2). The HQ for dioxins at Station E-1 was also
greater than twice the ER-M (Table 6.1-1). In Area F, dioxin exposures were baseline
for all three sites, and baseline values were also apparent at the reference station.

In summary, the above results illustrate the patchy distribution of organic
contaminants in surface sediments from the Raymark study area. Within the study
areas, the highest ER-M HQs were observed for Total PAHs in Area F (0.5 to 2.9);
Station D-3 along the Housatonic River also exhibited very high exposure (HQ = 1.6).
Exposures to Total PCBs were highest at Stations E-1 and D-5, with HQs of 232 and
28, respectively. Dioxin exposure was highest at Station D-5 near the Housatonic
River, with a Dioxin-Fish ER-M HQ of 2.23.

Concentrations of metals in sediments from the Raymark study area relative to
the ER-L and ER-M benchmarks are summarized in Table 6.1-1; Hazard Quotients are
presented in Appendix D-1-1 and D-1-2. In Area C, lead and zinc exceeded ER-L
benchmark values at Station C-2 and C-3. ER-L benchmarks were also exceeded for
copper at Station C-1 and mercury at Station C-1 and C-2. Intermediate exposure was
evident given that copper exceeded ER-M benchmark values at Stations C-2 and C-3,
while mercury concentrations were above the ER-M at Station C-3. None of the
stations had high exposure for metals.

Concentrations of metals in Area D had either low or baseline exposures.
Station D-4 had exposures above the ER-L benchmark value for all metals except
cadmium.

In Area E, copper, lead and mercury exceeded the ER-M at Station E-1. ER-L
benchmarks for these metals were exceeded at the remaining stations in Area E.
Chromium, nickel and zinc concentrations also exceeded ER-L benchmarks at
Station E-1. None of the Area E stations had high exposure to metals.

The highest exposure for metals was apparent at Area F, Station F-2. HQs for
copper, lead and zinc at this location were all greater than twice the ER-M benchmark
value (2.82, 2.62 and 2.40, respectively; Appendix D-1-2). In contrast, concentrations
of copper, lead, mercury and zinc only exceeded the ER-L benchmark at Station F-1.
Station F-3 also had low exposures for copper, mercury, nickel and zinc. Lead
concentrations at this station were above the ER-M. Station F-2 had a low exposure for
mercury and intermediate exposures for chromium and nickel. All metals exceeded
benchmark reference values at the reference station. Copper was particularly elevated,
with as HQ greater than twice the ER-M (HQ = 2.45).

Spatial patterns of anthropogenic trace metal concentrations within the Raymark
study area were not pronounced. The highest exposures were apparent for copper,
lead and zinc at Station F-2 on Selby Pond and copper at the reference location.
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Intermediate exposures were also apparent in Area F, as well as Areas C and E. Low
and baseline exposures were apparent throughout all portions of the study area.

Overall exposure rankings for sediment HQs (using criteria listed in Table 6.0-2)
were low to intermediate in Area C (Table 6.1-1). In Area D, overall exposures ranged
from baseline (Station D-1) to high (Stations D-3 and D-5). Intermediate and high
exposures occurred in Areas E, F and the reference (Table 6.1-1). These results are
brought forward to the exposure assessment summary in Table 6.1-5. No specific
patterns were observed in Sediment Hazard Quotient data (Table 6.1-5). Nearly every
station throughout all four areas of Raymark exceeded the ER-L or ER-M benchmark
for one or more analytes. For most of these stations, the ER-L was exceeded for a
number of analytes. In three cases, a single CoC exceeded the ER-M (Stations C-2, D-
4, and E-4) and according to the ranking criteria, the stations were assigned to the low
exposure category. This decision was supported by the fact that the CoC-specific ER-
M benchmark was developed from field data where multiple CoCs (possibly at higher
concentrations) could have contributed to the observed adverse effect, upon which the
NOAA benchmark is based. (This assumption, however, is further evaluated by
exposure-response analysis in the effects-based WoE evaluation, such that a possible
CoC effect will not go undetected as a result of the above assumption). One station
(D-1) had baseline exposure, since no analytes exceeded the ER-L or ER-M
benchmark.

6.1.2. Sediment Porewater Contaminants

Benchmark Derivation. For this investigation, Water Quality Screening Values
(WQSV) adopted primarily from EPA Water Quality Criteria - Saltwater Chronic
(WQC-SC) values (or estimated equivalents, discussed below) were used as the
benchmarks (Table 6.1-3). Water-based CoC criteria were derived following the
decision tree presented in Figure 6.1-1. This approach allows for calculation of
"WQC-SC equivalent' benchmarks, and assigns a data qualifier (DQ) to identify the
benchmark source for derivation of the HQ. In Table 6.1-2, the DQ "A" is applied to
benchmarks derived directly from existing WQC-SC values. For CoCs possessing
WQC-saltwater acute values (WQC-SA), an 8:1 acute:chronic ratio is applied to derive
the equivalent WQC-SC value (DQ = "'B"). The conversion factor was derived from the
mean overall acute:chronic ratio for paired chemical data contained in the EPA
AQUIRE database (Shepard, 1998). Freshwater chronic data (WQC-FC) are used
directly as screening values, with assigned data qualifier "C". As with WQC-SA values,
freshwater acute (WQC-FA) values were converted to chronic values using an 8:1
acute:chronic ratio, and assigned DQ = "D".

Some sediment-based correlative benchmarks are required to complete the
assessment of site-related CoCs where water quality benchmarks are lacking
(designated as “E” in Table 6.1-2). In these cases, sediment based benchmarks
(e.g. NOAA ER-Ls) were selected and transiated into porewater equivalent
concentrations using an Equilibrium Partitioning (EqP) model, described below.
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Porewater based benchmarks were derived using the equilibrium partitioning
(EqP) model of DiToro et al., (1981). The direct applicability of Sediment Quality
Criteria (SQC) has been limited by the number of available criteria to date (presently
five non-ionic organic compounds including three PAHs (acenaphthene (U.S. EPA,
1993a), fluoranthene (U.S. EPA, 1993b), phenanthrene (U.S. EPA, 1993c). However,
the SQC derivation process has demonstrated the applicability of WQC to porewater
concentrations for prediction of sediment toxicity when partitioning characteristics of the
CoC between water and the organic carbon fraction of the sediment (K¢} are taken into
account using the EqP model as follows:

1) G=CJf " Koo

In the above equation, the organic chemical porewater concentration (C,, pug/L) is
calculated from the corresponding sediment concentration (C,; pg/kg), based on the
fraction of organic carbon (foc) in the site sediment (foc = %TOC/100); and the organic
carbon/water partitioning coefficient (Koc) for the CoC. Values for K (Table 6.1-3)
were determined from the relationship developed by the EPA (Karickhoff, et al., 1989):

2) log, K, =0.00028 + 0.983%l0g,,K,i
where K., = the octanol/water partition coefficient.

In this process, it is assumed that the resultant value provides a level of
protection equivalent to the other water quality based benchmarks used in this study.
This assumption is not unreasonable given that the WQC values are designed to be
protective of 95% of all species, while NOAA ER-L values represent concentrations
below which 90% of all sediment samples had no measurable adverse effect. In order
to derive porewater benchmark values from NOAA ER-Ls, the ER-L values were
transformed into water-equivalent benchmarks using the EqP model by assuming 1%
sediment TOC concentration (DQ = E). Finally, compounds for which no benchmark
screening values were available are designated “NA” in Table 6.1-3.

The Water Quality Screening Values (WQSV) presented in Table 6.1-2
represent thresholds for adverse effects to aquatic biota as derived from available WQC
and modified sediment benchmarks. Porewater concentrations are divided by the
WQSV and WQC-SA benchmarks to obtain Porewater Hazard Quotients (PW-HQs)
representing a range of exposure. These quotients are used to assess effects as
discussed in this section.

Sediment Porewater Results. Table 6.1-4 presents a visual summary of
exposure based weights of evidence for sediment porewater in the Raymark study
area, according to the evaluation criteria described in Table 6.0-1. Calculated WQSV
and WQC-SA Hazard Quotients are presented in Appendix Tables D-2-2 and D-2-3,
respectively.
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Total PCB HQs in Area C were all below the WQC-SC ( = WQSV) benchmark
value, representing baseline exposure. The same was true for Area D with the
exception of Station D-5, where low exposure to Total PCBs was apparent (WQC-SC
HQ 29.7, Appendix D-2-2). Station E-1 also had a low exposure to Total PCBs, with a
WQC-SC HQ of 27.4 (Appendix D-2-2), while the remainder of the stations in this area
had baseline exposures. All Area F stations also had baseline exposure for Total
PCBs, as did the reference station.

With the exception of Station D-3, all locations in Areas C-F had low to baseline
exposure. Estimated PAH concentrations in sediment porewaters were below the most
conservative screening criteria for all stations in Area C (Table 6.1-4). In Area D,
Stations D-1 and D-2 also had baseline exposure for all PAH concentrations. In
contrast, intermediate exposure was apparent for five PAHs at Station D-3 (including
Total PAHSs), while high exposure was observed for HMW PAHs (WQC-SA HQ = 3.12).
At the remaining stations (D-4, D-5, D-6) exposures to PAHs in porewater were low to
baseline.

With a singular exception, pesticides in all areas were below the most
conservative water screening criteria, indicating baseline exposure. Only a low
exposure to p,p’-DDD was found at Station D-5. Reference data were not available for
pesticide concentrations in sediment porewaters.

Dioxin exposures were baseline for all stations in all areas with one exception.
Based on estimated concentrations of dioxins in porewater, Station D-5 had a low
exposure for these constituents.

In summary, of all organic contaminants sampled, only Station D-3 along the
Housatonic River had intermediate to high exposure for PAH contaminants in sediment
porewaters. Overall, the porewater data suggest that organics are not a source of
potential risk to aquatic biota in Areas C-F.

Concentrations of metals in surface sediment porewaters from the Raymark
study area relative to the WQC-SC ( = WQSV) and WQC-SA benchmarks were also
assessed (Table 6.1-4). Mercury concentrations in porewater were not measured.
Station D-3 had a high copper exposure, with a WQC-SA HQ of 2.33 (Appendix D-2-3).
Area E also had high exposures from copper at Stations E-1 and E-2, with WQC-SA
HQs of 4.33 and 3.21, respectively. An intermediate exposure to copper was apparent
at Station E-3. In Area F, only Station F-2 had elevated exposure for this metal. The
reference station also had high exposure for copper (HQ =11.46) as well as zinc

(HQ = 4.67).

In summary, porewater exposures to metals in the study area can be
characterized as low except for copper concentrations at three stations. Station F-2 on
Selby Pond had an intermediate exposure for copper. However, the reference station
also had high copper exposures in porewater. Stations D-3 and the reference were
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placed into the high exposure category (“+++7). Two stations (E-1 and E-2) were
categorized as intermediate exposure (“++"). Five stations had a low exposure (“+").
The remainder of the stations (8 stations) qualified as baseline exposure (“-“) since one
or no exceedence of a WQC-SA value was observed for every location (Table 6.1-4).
These results are brought forward to the exposure assessment summary in

Table 6.1-5.

6.1.3. Bedded Sediment Summary.

Overall exposure rankings for bedded sediment (presented in Table 6.1-5) use
evaluation criteria listed in Table 6.0-2. Overall rankings are based on the above
sediment and porewater HQ discussion and the SEM/AVS results presented in Section
4.3. Exposures range from baseline to high. Overall bedded sediment rankings were
intermediate and low in Area C. Low exposure from bedded sediment occurred at four
stations in Area D. An overall high ranking was apparent at Station D-3, due to high
exposures from sediments and porewater. Overall, intermediate and low exposures
occurred in Areas E, F, and the reference (Table 6.1-5).

6.2. Assessment of Tissue Residue Exposure and Effects in Target Receptors

In the section below, an analysis of CoC bioaccumulation (Section 6.2.1) in
ribbed mussels as well as indicators of CoC-related exposure (Section 6.2.2) and
effects (Section 6.2.3) are presented. Bioaccumulation is assessed by comparison of
tissue residue concentrations with that of sediment collected at the same location. CoC
exposure was assessed by comparison of site tissue residue concentrations with tissue
residue concentrations from the reference station (Tissue Concentration Ratios), while
effects of CoCs in ribbed mussels were addressed by comparison of tissue residues
against tissue benchmarks derived from water quality criteria (Tissue Screening
Concentration HQs), and comparison of tissue residues against threshold
concentrations for narcotic effects (Critical Body Residue HQs).

6.2.1. Analysis of Bioaccumulation

In the sections below, the relationships between contaminant exposure and
tissue residue concentration for organics (Section 6.2.1.1) and metals (Section 6.2.1.2)
are discussed. Bioaccumulation of organics and metals was assessed by calculating
biota-sediment accumulation factors (BSAFs) for organics and bioaccumulation factors
(BAFs) for metals. These values will be used to calculate tissue concentrations of
CoCs in target receptors for areas where biota collections were lacking. The following
formulas were used to calculate these concentrations:

1) [Organics);e.,. = [BSAF * [Organics]cegiment - [Lipid]] / TOC
2) [Metals]tissue = BAF * [Metalslsediment
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The following sections present the results of the calculated tissue residue-exposure
relationships for target receptors in the Raymark study areas.

6.2.1.1. Analysis of Organic Contaminant Bioaccumulation

The purpose of this analysis is to identify potential organic contaminant exposure
for target species representing different habitat or feeding types. For each organic
contaminant class (PCBs, PAHSs, pesticides, and dioxins), exposure pathway
differences were evaluated through Tissue Residue - Exposure Relationships as well as
Biota-Sediment Accumulation Factors (BSAFs).

Tissue Residue - Exposure Relationships. Figure 6.2-1 presents a comparison
of Total PAHs, Total PCBs, and Total DDTs in ribbed mussels versus sediment
concentrations of these CoCs for seventeen Raymark stations (including the reference).
No significant relationships were apparent for organics data between tissue and
sediment concentrations. Data for measured tissue concentrations were also examined
by normalizing tissue data to lipid concentrations and sediment data to total organic
carbon concentrations (Figure 6.2-2). An improved relationship was apparent,
particularly for Total PCBs indicating that tissue lipid and sediment TOC are important
factors govemning organic contaminant bioaccumulation.

Following from the above results, Biota-Sediment Accumulation Factors
(BSAFs), defined as the lipid normalized concentration of the CoC in an organism
(1g/g lipid) divided by the organic carbon-normalized concentration of the same
chemicals in sediment (..g/g organic carbon), were calculated to assess the
bioaccumulation of organic contaminants by biota where samples were unavailable.

Results are presented for co-located ribbed mussel and sediment data in
Appendix D-3-4. For the present study, the overall median BSAF values for PAHs,
PCBs, and pesticides were 0.20, 2.35, and 3.88, respectively. (Tissue data for dioxins
were not available, thus literature values for dioxin BSAFs were used (USEPA, 1993a)).
Results of the present study are similar to BSAF values calculated from literature values
for infaunal deposit feeders, scavengers, filter feeders and benthically-coupled fish
(Tracey and Hansen, 1996), where BSAFs for PAHs were uniformly lower (mean 0.34)
than PCB (1.03) or pesticide (1.36) classes. In another study of Narragansett Bay
species (SAIC, 1995b), these values were 0.27, 1.57 and 1.62, respectively.

Although only one species was collected in this study, the comparability of BSAF
results for literature to multiple receptor groups demonstrates confidence in the
calculated values. That is, the similarity in BSAFs for PCBs and pesticides across
species and studies demonstrate that varying habitat of a target receptor, including
epibenthic/filter feeders (ribbed mussels), infaunal (clams), epibenthic scavengers
(lobsters), and epibenthic predators (fish) does not alter the bioavailability of organic
chemicals in the sediments. PAHs, in contrast, appear to have lower bioavailability
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than is typically observed, which is perhaps due to the form of PAHSs in sediment at the
Raymark site (perhaps highly weathered or combusted). Still, the functional
contaminant exposure pathways among target receptors are similar, allowing the use of
a single exposure pathway model to predict the ultimate fate (i.e., tissue accumulation)
of organic contaminants. The use of predicted residue concentrations will be discussed
in Section 6.3.

6.2.1.2. Analysis of Metals Bioaccumulation

The bioavailability of metals for target receptors was assessed through Tissue
Residue - Exposure Relationships analysis for calculation of Bioaccumulation Factors
(BAFs). Whereas BSAF factors are based on Equilibrium Partitioning (EqP) theory,
i.e., non-ionic organic contaminants are assumed to be at steady-state between the
carbon-normalized sediment concentration and the lipid-normalized tissue
concentration (DiToro, et al., 1991), the BAF model simply assumes that the sample
ratio of tissue to sediment concentration is a measure of bioavailability.

Tissue Residue - Exposure Relationships. As discussed for organics, the degree
of similarity of exposure to sediment associated contaminants was assessed for target
receptors. A comparison of four inorganic contaminants (copper, mercury, lead, and
zinc) in ribbed mussels with sediment concentrations are shown in Figure 6.2-3.
Regression analyses were performed for four metal CoC-receptor pairings in order to
elucidate possible correlations between tissue residues and metals exposure. Positive
correlations were apparent between metals and tissue concentrations. First, a positive
relationship was apparent between increasing copper concentrations in sediment with
respective tissue concentrations (* = 0.59). A similar relationship was true for lead
(= 0.50). A very weak correlation was observed between mercury concentrations in
sediments and respective receptor residue concentrations (r* = 0.03). No apparent
relationship existed for sediment and tissue concentrations of zinc.

As the CoC-receptor correlation analysis for metals did not always produce
meaningful relationships, the approach of Bioaccumulation Factors (BAFs) modeling
was taken, which involves calculating the average ratio of CoC tissue residues from
bivalves relative to sediment concentrations at Raymark stations. Because factors
goveming differential metals bioaccumulation among species are poorly understood
relative to that for organic contaminants, the analyses were conducted on a metal-by-
metal basis.

BAFs for metals were calculated for all CoC-ribbed mussel pairings. The mean
of nine data points from Areas C and D was taken as the overall BAF for the analyte
(Appendix D-3-4). Analyte-specific BAF values for metals fell into three groups relative
to the propensity for accumulation into tissues:
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High: 1) cadmium (3.3)
Intermediate: 2) mercury (0.93), copper (0.33), zinc (0.69)
Low: 3) nickel (0.05), chromium (0.04), lead (0.04) —

This pattern can be partly explained by the fact that the bioavailability of
sediment-associated heavy metals is related to the concentration of iron oxides in
sediment as well as insoluble sulfides (Bryan and Langston, 1992); sand-associated
metals are expected to be more bioavailable than silt-associated metals for this reason.
However, other differences in bioavailability may be explained by the chemical
properties of the metals themselves. For example, the most bioavailable metal was
cadmium. Because of relatively high solubility compared to most heavy metals, this
metal exhibits extremely mobile behavior in aquatic systems, and in surface waters can
undergo complex patterns of transformation including oxidation-reduction reactions,
biotransformation, precipitation, and adsorption.

in the second group, mercury is well known to bioaccumulate in marine
organisms, and has received considerable attention because of its toxicity relative to
other metals (Wren et al., 1995). Remobilization of copper, mercury and zinc via
resuspension and ingestion is the most probable exposure route of these CoCs to
target receptors. Zinc is very persistent, and are generally removed from the
environment by particle adsorption and subsequent settlement to sediments. The
bioavailability of metals with intermediate BAFs is most likely affected by a variety of
processes, ranging from dissolved-particulate partitioning to internal metabolic
regulation; therefore, bioaccumulation is the result of the exposure to the metals in both
water and sediment -

Metals in the third group (chromium, nickel and lead) were the least bioavailable
forms. Lead tends to be highly particle associated, while nickel and chromium are only
moderately water-soluble. The particle-associated nature suggests that these metals
are unlikely to be transported far from the source.

In summary, the observed bioavailability of metals in this study is generally
consistent with the known behavior of metals with respect to mobility and solubility, and
suggests that metal species will play an important role in controlling bioaccumulation in
target receptors. Mean BAFs for CoC metals did not exceed unity, hence a lack of
apparent biomagnification.

6.2.2. Tissue Residue-based Exposure Assessments

Site vs. Reference Tissue Concentration Ratios (TCRs) were employed to
evaluate CoC tissue residues in ribbed mussels as an indicator or exposure. This
analysis involves the comparison of receptor- and analyte-specific tissue body burdens
from the Raymark study area stations against corresponding modeled data for the
reference station (based on sediment chemistry at GM08; see SAIC, 1998). Due to
data limitations, comparisons of site tissue concentrations against predicted reference
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concentrations were made based on use of bioaccumulation factors for organics and
metals (discussed in Sections 6.2.1.1 and 6.2.1.2, respectively). For organics data,
tissue concentrations are typically normalized to the lipid content of the organism. In
this study, tissue data were limited and the variance around measured lipid
concentrations was small. Because variance in lipid concentrations was small between
site and reference stations, it was determined that lipid normalization for organics data
was not necessary.

Tissue Concentration Ratio (TCR) rankings for organic contaminants and metals
in ribbed mussels from the Raymark study area are presented in Table 6.2-1; complete
results for ribbed mussel TCRs are presented in Appendix D-4-1 (Note: reference
station tissue concentrations are predicted from sediment concentrations (see Section
6.2) and are presented in Table Appendix D-4-1). Data were ranked according to the
evaluation criteria described in Table 6.0-1. These were based on Total PCBs, 13
PAHs, a matrix-specific dioxin concentration (i.e., 2,3,7,8-TCDD equivalent
concentrations using fish TEFs, Appendix D-3-2), and seven anthropogenic metals.

Total PCB enrichment for ribbed mussels was 15- to 20-fold above reference
concentrations at all stations in Area C. Five of the Area D stations were also ten to
40-fold above reference concentrations, including Stations D-1 through D-4 and Station
D-6. Station D-5 had the highest Total PCB enrichment in Area D, measuring greater
than 3200-fold above the reference. Station E-1 in Area E also had a TCR>40 for Total
PCBs; predicted concentrations were 4000-fold higher than reference. The remaining
three stations in Area E had TCRs for Total PCBs greater than ten, but less than 40.

All three stations in Area F had Total PCB enrichment which was 48- to 58-fold above
reference.

TCRs varied for PAH enrichment throughout the study areas (Table 6.2-1). Most
PAHSs for Area C had a baseline exposure. One exception was a low exposure
(TCR>3) for phenanthrene at the three Area C Stations. TCR rankings for PAHs in
Area D followed a similar pattem to those in Area C. At Stations D-1 and D-2, low CoC
exposures were apparent for phenanthrene and pyrene. Baseline exposures were
apparent for other PAHs at these two stations. Stations D-3 and D-4 had baseline
conditions for all PAHs except phenanthrene, where a TCR > 3 was observed. TCR
rankings for PAHs at Station D-5 were the highest of all Area D stations, where a
greater than ten-fold enrichment occurred for six PAHs at Station D-5. Station D-6 had
a low exposure for one PAH (Table 6.2-1).

In Area E, Station E-1 had, at most, low exposures for three PAHs (Table 6.2-1).
Baseline TCRs were apparent for all PAHs at Stations E-2 and E-4, and five PAHs at
Station E-3. In contrast, a greater than ten-fold enrichment occurred for seven PAHs at
Station E-3, while low baseline exposure occurred for the remainder of PAHSs at this
station. TCRs at Area F indicated mostly intermediate (TCR>10) or low (TCR>3)
exposure for the same seven PAHSs at all three stations.
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TCR rankings calculated for dioxins ranged from baseline to high exposures.
Low exposure from dioxins was apparent for all stations in Areas C and F. TCR
rankings for dioxins were generally low to negligible for stations in Area D, despite the
tact that the greatest enrichment (TCR > 40) for dioxins in the entire study was
observed at Station D-5. in Area E, an intermediate TCR ranking was apparent at
Station E-1. Baseline exposures to dioxins were apparent in TCR rankings for the
remainder of Area E Stations.

In summary, the highest and most extensive TCR rankings were for Total PCBs,
particularly at Stations D-5 and E-1. TCR rankings for PAHs were generally highest
throughout Area F (Selby Pond). Intermediate exposures for many PAHs were also
apparent at Station E-3 adjacent to the baseball field, and at Station D-5, located in a
wetland adjacent to the Housatonic River. Dioxin enrichment was also greater than 40-
fold at Station D-5. TCR rankings were not calculated for pesticides since reference
concentrations were not available. In contrast, baseline or low CoC exposure was
apparent for metals throughout Areas C, D and E. Only Station F-2 on Selby Pond had
slightly elevated exposures for metals (TCR > 3 for lead and zinc).

Overall exposure rankings for TCRs were mostly low and intermediate. Low
exposures were observed in Areas C and D, with the exception of a high exposure at
Station D-5. In Area E, two stations had an overall low exposure, while two had an
overall intermediate risk. Intermediate risks were observed at all Area F stations.
These results are carried forward into the overall risk ranking summary Table 6.5-1.

6.2.3. Tissue Residue-based Effects Assessment

In this section, effects of CoC residues in target species are evaluated by
comparison of tissue concentrations against water quality-based benchmarks (Tissue
Screening Concentration (TSC) HQs; Section 6.2.3.1), and thresholds for narcotic
effects (Critical Body Residue (CBR) HQs, Section 6.2.3.2). In contrast to the TCR
results which indicate degree of chemical exposure, the TSC and CBR evaluations
address the likelihood of adverse impact on target receptors resulting from CoCs in
their tissues.

6.2.3.1. Tissue Screening Concentration Assessments

The fundamental basis for Tissue Screening Concentration (TSC) Assessments
is the assumption that the product of the Water Quality Criteria value for a given CoC
and the Bioconcentration Factor (BCF, tissue-water concentration ratio) should provide
an estimate of the tissue concentration which is also protective to the species. A recent
study by Shepard (1998) involving a literature survey of paired residue/effects data for
100+ chemicals demonstrated that only 19% of the TSCs derived in the above manner
were higher than tissue residues found to be associated with toxic effects (i.e., the
derived TSC was protective of aguatic life 81% of the time). CoCs for which the TSC
approach was not protective primarily included PAHs: it was hypothesized that these

Final Raymark Phase IIl ERA.doc 6-12



compounds exhibited enhanced toxicity through the activity of metabolic breakdown
products which are not measured (Shepard, 1998). Exclusion of these compounds
from the analysis improved the protectiveness of TSCs to a level comparable to that of
water quality criteria (93%).

Given this first demonstration that TSCs can provide a level of protection
equivalent to WQC, TSCs were adopted for this ERA to assess potential effects of
tissue residue concentrations in target receptors. A Hazard Quotient approach was
taken in this analysis, in which the measured tissue concentration is divided by the TSC
effect concentration to calculate the TSC Hazard Quotient (TSC-HQ).

The analyte-specific residue concentrations presumed to be adverse to the
organism (TSC effect concentrations) were calculated using the EPA WQSV for metals
and taken as reported by Shepard (1998) for organics. These values are presented in
Table 6.2-2. For the present study, CoC residues in target species, reported as a dry
weight basis in Appendix Table A-3, were converted to wet weight (Table D-6-1 using
sample-specific values that are reported in Appendix Table A-3) so as to allow direct
comparison with the TSC benchmark. (Note: CoC tissue residues were predicted as
described in Section 6.2 for stations from Areas E and F, Station D-5, and the reference
station).

Rankings of TSC-HQ are presented in Table 6.2-3. Data were ranked according
to the evaluation criteria described in Table 6.0-2. TSCs were evaluated based on
Total PCBs, 14 PAHSs, four pesticides, a matrix specific dioxin concentration (i.e., using
fish Toxicity Equivalency Factors (TEFs), Appendix D-3-2), and seven metals.

TSC-HQs for Total PCBs in Area C were all below one, indicating no effects at
these three locations. Area D stations also had TSC-HQs below one for all stations
except Station D-5. This station had a TSC-HQ of 6.29 for Total PCBs, indicating a low
effect on target receptors. Similarly, a low effect was also observed for one station in
Area E; Station E-1 had a TSC-HQ of 7.81. The remainder of the stations in Area E
indicated no effect for Total PCBs. The same was true for Area F stations and the
reference.

PAHs were below effect levels for target receptors in all of the areas sampled
and the reference site (Table 6.2-3). TSC-HQs were also below one for pesticides
throughout the Raymark study site, as well. Matrix-specific dioxin concentrations
produced TSC-HQs below one for all areas of the Raymark study site, including the
reference.

It is apparent from the metals data that potential impacts on receptors,
represented by ribbed mussels from the site as well as the reference location are
caused primarily by this chemical class, particularly copper and zinc (Table 6.2-3). In
Area C, TSC-HQs for copper and zinc ranged from 1.90 to 8.29 (Appendix D-6-2),
indicating potentially low effects from these metals at all three sites. The same was
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true for all Area D sites, low exposures were apparent for copper and zinc. In Area E,
low effects were apparent for lead and zinc at all sites. TSC-HQs were below ten for
copper at Stations E-2, E-3 and E-4, producing low effects. Intermediate effects were
observed at Station E-1, with a TSC-HQ of 17.91 for copper. Area F stations had TSC-
HQs ranging from below one to 49.04 (Appendix D-6-2). Station F-1 had low effects
from copper, lead and zinc. TSC-HQs greater than 40 were observed for copper and
TSC-HQs greater than 10 were observed for zinc at Station F-2. TSC-HQs above one
were also present at this site for chromium, lead and nickel. Intermediate and low
effects were apparent at Station F-3 for copper, lead and zinc. The reference station
had elevated TSC-HQs for all metals with the exception of mercury; copper was
particularly high (TSC-HQ = 101) and zinc was also elevated (TSC-HQ = 15).

Overall, these data indicate the highest potential impacts to target species are
driven by exposure to copper in particular (TSC-HQ>40) in Area F (Selby Pond). Low
effects were apparent in target species throughout all four areas of the Raymark study
site. These low effects were also caused by metals, including copper, lead and zinc. In
contrast, TSC-HQs for PAHs, PCBs and pesticides generally suggested a lack of
residue-based adverse effects to the target species of the Raymark study site.

In summary, the magnitude of the TSC-HQs and spatial location suggest that
metals are the primary source of tissue residue eftects on target receptors across the
study area as well as the reference locations. The overall TSC risk rankings showed
mostly baseline conditions throughout Areas C, D, and E. One exception to this was an
overall low ranking at Station E-1. Area F had overall risk rankings of baseline, low and
intermediate for Stations F-1, F-3, and F-2, respectively. The overall TSC risk ranking
for the reference stations was intermediate. These results are carried forward to the
Tissue Residue Effects summary in Section 6.2.3.3 (Table 6.2-6).

6.2.3.2. Critical Body Residue Assessments

The previous analysis has addressed the potential impacts of individual CoCs
when found at elevated concentrations within the tissues of target species. However,
even when CoCs in target tissues are below the effects threshold for specific toxic
action (e.g., central nervous system, respiratory, digestive disruptions), the combined
presence of the chemical mixture may still cause non-specific toxicity through a
phenomenon called narcosis (McCarty et al., 1992). Narcosis is a physiologically
debilitating condition caused by CoC-related swelling of cell membranes. Critical Body
Residues (CBRs) represent the concentrations at which narcotic effects on the species
may occur. The utility of CBR analysis for this ERA is enhanced by the fact that the
organic CoCs at the Raymark site (i.e., PAHs, PCBs, pesticides, dioxins) generally fall
into a class of compounds which can elicit a narcotic mode of toxic action
(McCarnty et al., 1992). The CBR approach is also believed to apply to metals (McCarty
and Mackay, 1993). Hence, narcosis theory does appear to be relevant to the various
CoC classes considered in this analysis.
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CBR values are expressed as the molar tissue concentrations (UMol/g dry wt) of
CoCs measured in the tissue (e.g., ug CoC/g dry weight divided by CoC molecular
weight (ug CoC/pMol CoC)) and are compared against representative CBR benchmark
values found in the literature (Table 6.2-4). Typically, CBR benchmarks are the Lowest
Observed Adverse Effect (LOAEC) concentration after chronic (e.g., > 3 weeks)
exposure to a given CoC. Where CBR benchmarks are derived from acute exposures,
however, the equivalent chronic critical body residue concentrations can be estimated
from the acutely toxic CBR by applying the acute:chronic ratio of the respective water or
sediment concentration toxicity relationship. For the present investigation, the total
PAH LOAEC acute CBR value reported by Arnold and Biddinger (1995) was converted
to a LOAEC chronic value assuming a 1:10 acute:chronic ratio. CBR benchmarks
reported as wet tissue concentration are converted to a dry weight value assuming an
average of 80% water content in the target species. Although it has been shown that
tissue lipid concentration may increase the CBR benchmark by approximately 14% per
each percent of lipid between 3% and 8% lipid concentration (McCarty and McKay,
1993), variation in lipid among target species was not considered in the present
analyses.

To assess possible effects of tissue body burdens in the present ERA, measured
tissue concentrations (calculated as pMol/g dry wt) of specific CoCs were divided by the
available CBR benchmark found in the literature (Table 6.2-4) to derive CBR Hazard
Quotients (CBR-HQs). In all, ten CBR benchmarks were obtained, including seven
metals, Total PAHs, Total PCBs, and p,p’-DDE.

CBR-HQ rankings by chemical class are presented in Table 6.2-5. Data were
ranked according to the evaluation criteria described in Table 6.0-2. CBR-HQ results
reveal no effects to target receptors from CoCs in Areas C or D. A low potential for
impacts due to copper was observed at Station E-1 near the baseball field, Station F-2
on Selby Pond and at the reference station (CBR-HQ < 3).

Overall risk rankings for CBR-HQs were baseline for all areas of the Raymark
study site (Table 6.2-5). The CBR results are carried forward to the Tissue Residue
Effects summary in Section 6.2.3.3 (Table 6.2-6).

6.2.3.3. Tissue Residue Effects Summary

Tissue Screening Concentration and Critical Body Residue Hazard Quotients
have been evaluated in Section 6.2.2 to determine the probability of tissue residue-
based effects for each station. When considered jointly, the sensitivity/accuracy of
these metrics follows the pattern for ER-L and ER-M-based effects interpretation, in that
the lower concentration metric (in this case, TSCs and ER-Ls) are expected to identify
many more CoCs of possible toxicological significance (hence, greater sensitivity), but
with less cenrtainty of implied adverse effects than higher concentration metrics
(e.g., CBRs and ER-Ms). Conversely, the CBR metric represents a high accuracy/low
sensitivity endpoint in that adverse field effects have been documented in some species
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where CoC residues exceeded CBR benchmarks. However, the CBR value is typically

derived from less sensitive endpoints (such as lethality), and acute:chronic ratios may

be applied to acute measurements to predict possible chronic threshold values. This —
extrapolation results in increased uncertainty.

Tissue residue effects rankings are summarized in Table 6.2-6. The reported
results are the maximum of the indicator-specific rankings; these results are carried
forward to the weight of evidence summary presented in Section 6.6 (Table 6.5-1). As
the data reveal, target receptors would be susceptible to possible adverse effects at
stations in Area E, Area F and the reference, with the ranking determined by the TSC-
HQ result. Specifically, Station E-1 near the baseball field, F-3 on Selby Pond, and the
reference station are characterized by low effect levels. Station F-2 on Selby Pond had
an intermediate tissue residue effect level.

The TCR values (discussed in Section 6.2.1) are an exposure indicator whereas
TSC and CBR HQs are effects indicators. It is notable from the comparison of the two
indicator types that the exposure indicator identified primarily organics whereas the
effects indicators identified only metals as the primary CoCs of concem. The
differences between the two findings can be attributed to the fact that the TCR analysis
is reference-based, while the TSC and CBR analyses are compared to benchmarks.
Although the organics are elevated in receptors of the Raymark study area, the
residues are not likely to cause adverse effects due to low toxicity. In contrast, metals
appear to be of concern at the site, but this concern also extends to the reference
location due to an apparent ubiquitous distribution of the observed metals.

6.3. Trophic Transfer Effects

In sections below, trophic transfer of metals and organics to avian and
mammalian receptors feeding on aquatic receptors are discussed. These relationships
are presented in a framework intended to elucidate the essential operative transport
and fate mechanisms that control chemical bioavailability and trophic transfer in the
exposure pathway models for target receptors (outlined in Sections 3.4 and 3.5). Using
these exposure models, the relative degree of CoC bioavailability in target receptors at
Raymark stations versus the reference is discussed with respect to differences between
species and habitat.

Adverse effects to avian and mammalian aquatic predators from the ingestion of
contaminated food within the study area were assessed by comparison of prey
concentrations and prey-derived CoC dosage to Toxicity Reference Values
(TRV-Dose). A target species dosage model was employed to calculate uptake of
CoCs as dependent upon exposure factors specific to the RoC (including size-
dependent food consumption rate, foraging behavior, migratory behavior, and food
preference) and compared to the NOAEL benchmark, discussed in Section 6.3.1. In
Section 6.3.2, dietary No-Observable-Adverse-Effects-Level (NOAEL) benchmarks

Final Raymark Phase Il ERA.doc 6-16



were derived from data obtained primarily from laboratory tests and converted into
values applicable to each receptor of concemn (RoC) for the Raymark ERA, assuming
that the laboratory-based benchmarks are applicable to similar species of similar body
size at other sites (Sample et al., 1996).

6.3.1. Dose Calculations for Avian and Mammal Aquatic Receptors

The food-web exposure model was used to estimate the exposure of the
receptor species through diet, expressed as a total daily dose. The receptors of
concern in this study were black-crowned night herons (Nycticorax nycticorax) and
raccoons (Procyon lotor). In the literature, most TRVs for terrestrial species are
reported as the threshold daily dose to an individual. Estimating a site-specific dose
(IRy) allows for direct comparison of exposure estimates with TRVs. Contaminant
body-burden data from the sampling of ribbed mussels plus water concentrations of
CoCs, were used for input into the models. Incidental sediment ingestion was also
used as an input variable where appropriate. The basic structure of the exposure
model is:

CXMOIRM)OBFXMOHR]]
BW

Equation 1: /Rrofa/=;//?x=2[2[(
X M

Where:

IRora. = total ingestion rate of all contaminants (mg/kg bw/day dry weight)

IRy = ingestion rate of contaminant X from all media

Cxu = concentration of CoC, in medium,, (mg/kg dry weight)

IR, = ingestion rate of medium,, (kg/day dry weight)

BF .\ = dietary bioavailability factor of CoC, in medium,, (percent)

HR = proportion of contaminated site relative to receptor species’ home range
(i.e., exposure fraction) (unitless)

BW = body weight of receptor species (kg)

Ingestion Rate. Precise information on nutrition requirements and energetics of
selected receptor species (Black-crowned night heron and raccoon) were not available
from the literature. Instead, daily food and water intake rates have been estimated
using an allometric equation based on their body weight in grams (Nagy, 1987). These
equations for food ingestion, F, in units of grams dry weight per day, are as follows:

Black-crowned night heron FCR = 0.648 x bw"5' Equation 2
Raccoon FCR = 0.235 x bw®®2 Equation 3

In addition, water ingestion, W, in units of liters per day were calculated from the
generic models presented below:
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Bird Water Ingestion WIR = 0.059 x bw*¢” Equation 4
Raccoon Water Ingestion WIR = 0.099 x bw®® Equation 5

Data on CoC concentrations in sediment, surface water, and key prey of the
receptor species were incorporated into the model to estimate total chemical doses
ingested according to their respective intake rates. The daily ingestion intake rates
used in the dietary model are presented in Table 6.3-1a, which also details other
exposure parameters used in equations above.

To account for ingestion of different food types by a given receptor, the ingestion
dose of all prey items, plus sediment and water are summed. In this instance, only one
prey item was used, hence the ingestion dose of prey will be calculated using the
following equation (Equation 6):

Z (C XM @ |RM) = (Cfish o |fish) + (Cwater ' |water) + (Cse dim ent @ |se dim ent)

Black-crowned night herons are opportunistic feeders that consume a variety of
aquatic species, and even small terrestrial mammals. Table 6.3-1b presents
information on the composition of their diet, as reported by NOAA (1998a). Itis
apparent from Table 6.3-1b that this avian receptor has a number of food sources,
however only one prey item was accounted for in this study due to a lack of data.
Hence, ingestion rates of the single measured prey species were elevated to account
for the unsampled items in the heron diet.

To estimate dry weight dietary exposure to the black-crowned night heron, ribbed
mussels were collected from appropriate habitats. Ribbed mussels were used as a
surrogate food source for fish in the diets of heron and raccoon receptors. The diet and
feeding behavior of the herons suggests that incidental sediment ingestion does occur
and therefore may be a significant exposure pathway (Beyer, pers. comm., 1995;
Ohlendorf, pers. comm., 1995). Sediment ingestion was assumed to be equivalent to
5% of the total dry weight dietary intake. Also, the herons were estimated to consume
0.05 L of water per day based on their body size (Equation 4). Total concentrations of
CoCs in surface water were used to estimate the dose for this component for the food-
web model.

The diet and feeding behavior of raccoons is remarkably similar to that of
herons, in that fish, crustaceans and insects are primary foods (U.S. EPA, 1993e) and
incidental sediment ingestion does occur (Beyer, 1994). Dietary fractions for this
species are reported in Table 6.3-1a and a summary of food consumption parameters
are found in Table 6.3-1b. Again, it is noted that this receptor has a number of food
sources, but only one prey species was used because data were lacking for others.
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Bioavailability Factors. To account for differences in bioavailability of CoCs, a
dietary bioavailability factor (BF) was applied for particular CoCs to adjust the
estimated total daily dose. Dietary studies in which the dose was administered in the
food source were targeted. Avian studies cited by Ammerman et al. (1995) found that
44% of copper and only 61% of zinc in plant food sources was absorbed by chickens.
Using primarily animal protein sources, bioavailability of copper and zinc in chickens
increased to 65% and 85%, respectively. For this assessment, the latter copper value
was assumed for herons. For all other CoCs, the maximum assimilation in birds (85%)
was assumed for the bioavailability factor (Bf,,). The same was true for raccoons, in
which 85% assimilation was assumed for all CoCs.

Home Range. The nearest black-crowned night heron colony is about 3.5 miles
(5.6 km) from the Raymark facility. This species has been observed foraging in the
tidal areas within 1.8 miles (3 km) of the facility, and along Middle and Upper Ferry
Creek. Since information pertaining to home range and feeding territory were not
available form the literature, assumptions were made regarding habitat use for the
food-web model. Although it is generally accepted that black-crowned night herons
detend a feeding territory, no information was available on territory size, making it
difficult to arrive at a home-range exposure factor (HR) for the food-web model. With
regard to wading birds, the size of the feeding territory depends on the bird’s ability to
defend it, which is positively correlated with body size. Territory size is also dependent
on prey distribution, dictating the size of the are a bird must defend to obtain adequate
food in an energy-efficient manner (Kushlan 1978). Consequently, the feeding territory
of herons depends upon the physical conditions of the habitat. Black-crowned night
herons will return to the same area to feed (Parsons, pers. comm., 1995). Due to their
body size and site fidelity, it was assumed that the birds spent 100% of their time
feeding in these areas. Accordingly, a home-range (HR) exposure factor of 1.0 was
used in the food-web model.

A raccoon’s home range is dependant upon its sex and age, habitat, food
sources, and the season (Sanderson, 1987). It's most common home range appears to
be a few hundred hectares, although values from a few hectares to more than a few
thousand hectares have been reported. Winter ranges are smaller than ranges at
other times of the year for both male and female raccoons, however, home ranges of
males are larger than those of females, while the home range of females with young is
restricted. Thus, it was realistic to assume that the raccoon spends up to 100% of its
time foraging in the area of interest.

Body weight. For body weights of avian receptors, the maximum weights
reported in U.S. EPA (1993) were used. For the raccoon, the average adult body
weight was used. Both heron and raccoon data represent mean values for both males
and females.



6.3.2. Toxicity Reference Values for Avian and Mammalian Aquatic Receptors

Toxicity Reference Values. The literature was reviewed for TRVs for birds and
mammals for all CoCs at the Raymark facility. NOELs and LOELs were obtained from
the primary literature, EPA review documents, and on-line database (IRIS).

Tables 6.3-2a and 6.3-2b for herons and raccoons, respectively, present the TRVs
used as benchmarks in the food-web model. These TRVs are expressed as daily dry
weight doses of contaminants normalized to the body weight of the test species.
Values were not available for all CoCs. NOELs were available for many, but not all,
CoCs. For mercury, an avian LOEL was used with a one-half extrapolation factor (from
U.S. EPA, 1993e) to arrive at a NOEL value. A comparison of all other LOEL-to-NOEL
extrapolation values found that half the ratios are less than a factor of 3 (U.S. EPA,
date unknown). A factor of one-tenth is used here to conservatively extrapolate from
LOEL to NOEL levels (except mercury). Data are rarely available for the wildlife
species of interest, and most often must be extrapolated from other species

(e.g., chicken, mallard). Because of this, TRVs for raccoon were scaled linearly to the
body weight of the test species.

6.3.3. Assessment of Adverse Effects to Black-Crowned Night Herons

Calculated CoC doses to herons were compared to TRVs (TRV-HQ) to estimate
adverse effects for this avian target species. Dosage estimates on prey (Appendix
Table D-5-1) and sediment (Appendix Table D-5-2) ingestion were summed to obtain
total assimilated exposure to CoCs (Appendix Table D-5-3). Station- and analyte-
specific TRV-HQs for Black-crowned night herons consuming prey in the Raymark
study area are presented in Appendix Table D-5-3. A visual summary of this
information is presented in Table 6.3-3a, following the ranking strategy presented in
Table 6.0-1.

Organics. TRV-HQs for Total PCBs summarized in Table 6.3-3a suggest
baseline exposures for heron consuming prey for all stations in Area C, and most
stations in Area D, Area F, as well as the reference station. Ingestion of prey at Station
D-5 and at E-1 produced low exposure rankings for Total PCBs. TRV-HQs were 6.57
and 8.66, respectively (see Appendix Table D-5-3). However, baseline exposure to
herons from Total PCBs occurred at the remainder of the Area D and Area E Stations.

Baseline exposure rankings for PAHs occurred across all four areas and the
reference.

For pesticides, baseline TRV-HQs occurred throughout Areas C and E. In Area
D, a low exposure for p,p’-DDD was apparent at Stations D-5 (TRV-HQ = 2.75). In
Area F (Stations F-1 and F-3), low exposure rankings for p,p’-DDD were apparent:;
TRV-HQs were 1.71 and 1.78, respectively. In addition a low exposure ranking for p,p’-
DDE was apparent at Station F-3 (TRV-HQ = 1.45).
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Calculated TRV-HQs for dioxins were baseline throughout all of the Raymark
study areas.

To summarize, overall potential risk to herons consuming prey from the Raymark
study area from organic CoCs ranged between baseline and low rankings. PAHS and
dioxin were not contributors to low risk rankings in any area as baseline exposures were
apparent at all stations. Low potential risks attributable to PCBs at Stations D-5 and E-
1, to p,p’-DDD at Stations D-5, F-1, and F-3, and p,p’-DDE at Station F-3 were
apparent.

Metals. TRV-HQs for metals were generally baseline or low throughout the four
study areas of Raymark. Chromium exposure rankings were baseline with the
exception of Station F-2 and the reference station were low rankings were apparent.
TRV-HQs were 1.9 and 1.12, respectively. Exposure to lead at F-2 produced a low risk
ranking (TRV-HQ = 1.36) although rankings for lead at all other stations was baseline.
Low mercury rankings were apparent at Stations E-1 (TRV-HQ = 1.38) and the
reference station (TRV-HQ = 1.89) and low zinc rankings were assigned to Stations F-2
and F-3 (TRV-HQs = 3.33 and 1.28, respectively).

In summary, the overall ranking of modeled exposure to Black crowned night
heron generally suggests baseline to low adverse effects across the site (Table 6.3-3a).
Overall rankings were baseline, with low potential exposure at D-5, E-1, F-2, F-3, and at
the reference station. The above effects analysis for CoC exposure to the heron was
based on the NOAEL benchmark, which is a factor of ten below the Lowest Observable
Adverse Effect Level (LOAEL) benchmark typically representing a chronic or sub-
chronic (non-lethal) endpoint. In addition, the assumption that the heron would feed
exclusively on prey species from Raymark is highly improbable. Hence, it is likely that
the calculated HQs for CoCs in modeled exposure species of Raymark study area do
not actually represent a high probability of adverse effect to the avian aquatic predators
such as the Black-crowned night heron. The station- and CoC-specific rankings of
potential adverse effects in Table 6.3-3a are brought forward into Table 6.3-4 to provide
a comparison with effects on the mammal receptor, discussed in the following section.

6.3.4. Adverse Effects to Raccoons

Calculated CoC doses to raccoons were compared to TRVs (TRV-HQ) to
estimate adverse effects for this mammalian target species. Dosage estimates were
based on the summation of assimilated prey (Appendix Table D-5-1) and sediment
CoCs (Appendix Table D-5-2) to obtain the total assimilated exposure to CoCs
(Appendix Table D-5-4). Station- and analyte-specific TRV-HQs for raccoons
consuming prey in the Raymark study area are presented in Appendix Table D-5-4. A
summary of receptor specific Hazard Quotient rankings for raccoons are presented in
Table 6.3-3b, following the ranking strategy presented in Table 6.0-1.
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Organics. TRV-HQs calculated for exposure to Total PCBs suggest baseline
exposures for raccoons consuming prey in Area C and at the reference station
(Table 6.3-3b). For raccoons in Areas D and E, ingestion of prey at Station D-5 and E-
1 produced low exposure risks (TRV-HQ = 7.01 and 9.71, respectively) from Total
PCBs (Appendix Table D-5-4). Baseline exposures to Total PCBs were apparent at all
of the remaining stations in Areas D and E.

Potential effects from PAH exposure were not apparent for raccoons at any
locations in the study area. The same was true for pesticides and dioxins (Table
6.3-3b).

Metals. TRV-HQs for metals in Areas C and D showed baseline exposure for all
metal CoCs except for copper and mercury. Raccoons had low potential effects due to
copper exposure at Station F-2 in Area F and at the reference station (TRV-HQs were
1.16 and 1.01, respectively. Potential effects due to mercury exposure were apparent
at Station E-1 (TRV-HQ = 1.19) in Area E and at the reference station (TRV-HQ =
1.62).

Generally, overall potential COC effects to raccoons were baseline. Low
potential effects were apparent at E-1 and the reference station due largely to copper
and mercury exposure. The station- and CoC-specific rankings of potential adverse
effects in Table 6.3-3b are brought forward into Table 6.3-4 to provide a comparison of
the effects on the avian receptor, discussed in the previous section. The above effects
analysis for CoC exposure to the raccoon were based on the NOAEL benchmark, which
is a factor of ten below the Lowest Observable Adverse Effect Level (LOAEL)
benchmark typically representing a chronic or sub-chronic (non-lethal) endpoint. In
addition, the assumption that the raccoon would feed exclusively on prey species from
Raymark is highly improbable. Hence, it is likely that the calculated HQs for CoCs in
prey species of the Raymark study area do not actually represent a high probability of
adverse effects to mammalian aquatic predators such as the raccoon.

6.4. Analysis of Toxicity versus CoC Concentrations

This section evaluates the relationship between the sediment CoC
concentrations and sediment toxicity. The analysis of results focuses on elucidation of
potential exposure-response relationships for in-place sediment (e.g., bedded
sediment). For this assessment, the measurement endpoint evaluated was the toxicity
of bulk sediments to amphipod survival.

Toxicity occurs when CoCs in the environment become bioavailable above
concentrations which cannot be physiologically managed by the organism. In the
present investigation, tissue residues of laboratory bioassay species were not
measured, hence the primary evidence to ascertain apparent toxicity and identify the
potentially responsible CoCs was to examine the degree to which the measured CoCs
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in sediments exceeded a known benchmark or criteria, and assess the strength of
relationships between the observed toxicity and the exposure concentrations measured
in sediments.

As discussed in Section 4.3, divalent metal bioavailability may be predicted from
sediment SEM and AVS relationships. In contrast, the bioavailability of organic CoCs is
believed to be controlled by the partitioning between the organic carbon fraction of
sediment/porewater and the lipid fraction of tissue. Hence potential CoC exposure -
toxicity relationships are considered in relation to the bulk sediment concentration as
well as the Total Organic Carbon (TOC) normalized concentration, with the inherent
assumption that high TOC sediments will have lower CoC bioavailability than low TOC
sediments with the same unit CoC concentration. In addition, sediment TOC
measurements are used in lieu of dissolved organic carbon data (not measured in this
study) when assessing bioavailability of CoCs in porewater preparations with the
assumption that sediment TOC concentrations should be positively and linearly
correlated. _

A general assumption is that some correlation exists between the degree of
mortality in a toxicity test and the extent of potential effects on the benthic community,
however the exact relationship is not known. Lacking specific criteria, reasonable cutoff
values are applied. For example, the 80% survival cutoff for the amphipod bulk
sediment toxicity test is derived from a statistical evaluation of published toxicity results
(Thursby et al., 1997) to determine the minimum degree of toxicity that represents an
80% probability finding of a statistically significant reduction relative to controls. It is
noted that this cutoff is merely a statistical threshold, as the ecological relevance of
20% reduction in survival is not known. Recently, Scott (1998) has demonstrated a
correlation between survival of Ampelisca in sediment toxicity tests with benthic
community condition. A 60% threshold was selected due to an accurate prediction of
degraded benthic community and this degree of toxicity. Lacking additional guidance,
other breakpoints are selected based on best professional judgement. Still, the risk
manager is encouraged to consider the sum of the evaluations and conclusions made
based on the available data.

The amphipod toxicity response to bedded sediment was evaluated by
comparison of relationships between survival versus 1) bioavailable metals (related to
SEM and AVS concentrations); 2) sediment ER-M HQs for organic contaminants and
metals; and 3) Porewater WQC-SA HQs for representative organic contaminants (Total
PAHs, Total PCBs, pesticides and dioxins).

Toxicity versus sediment concentrations for organic contaminants and metals.
Calculated HQs for concentrations of organic contaminants and metals in sediments
were plotted versus amphipod survival to examine the data for possible relationships.
Patterns observed for amphipod survival versus sediment ER-M HQs for organics
(Figure 6.4-1A), were generally not suggestive of exposure-response relationships. The
highest TOC-normalized concentration of Total PAH was detected at Station D-3,
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where reduced amphipod survival was observed (Figure 6.4-1B). Normalized
concentrations of Total PCBs were elevated at Stations D-5 and E-1, and somewhat
reduced amphipod survival was observed. The same pattern was true for TOC-
normalized dioxins. Hence, it does not appear that reduced survival in amphipods is
related to sediment-based measures of Total PAHs, Total PCBs, p,p'-DDD or dioxins.
Thus, despite the fact that reduced amphipod survival was observed at six stations,
concentrations of CoCs in sediments did not appear to be related to the observed
effects.

ER-M HQs for four metals were plotted versus amphipod survival to examine the
data for possible exposure-response relationships. Increasing sediment HQs for
copper, lead, mercury and zinc did not appear to adversely affect amphipod survival
(Figure 6.4-2).

Bioavailable metals related to SEM and AVS relationships. Relationships
between amphipod toxicity and three measures of metal bioavailability are presented in
Figure 6.4-3. Because of the volatility of AVS in the presence of oxygen, and hence the
possibility that some AVS could be lost during sampling or analysis, the relationship
between amphipod toxicity vs. SEM metal concentration was investigated. The
resulting relationship (Figure 6.4-2A) indicated no apparent correlation between
amphipod survival and SEM metals concentration, suggesting that metals at Station
C-3 and D-6 were not responsible for observed toxicity if AVS was lost prior to or during
laboratory exposures. Further inspection of the data using the difference of SEM and
AVS (SEM-AVS) as the indicator of metal bioavailability again suggested no apparent
exposure-response relationship, although survival at Station C-3 was below the
probable impact level where the SEM-AVS result indicated potential metal
bioavailability (Figure 6.4-1B). The difference between SEM and AVS was also
normalized to the organic carbon fraction of the sediments (Figure 6.4-1C) so as to
account for non-AVS compounds which might also bind metals into a non-bioavailable
form. Increased toxicity was apparent where the normalized concentration exceeded
zero, yet the toxicity to amphipods at Station D-6 was still not explained by this data
normalization.

Toxicity versus porewater concentrations for organic contaminants and metals.
Patterns observed for amphipod survival versus porewater HQs for organics (Figure
6.4-4) were also not suggestive of exposure-response relationships. The same was
true for increasing copper, lead and zinc HQs in porewater (Figure 6.4-5); examination
of these individual relationships between metals concentrations and toxicity still did not
produce an explanation for decreased toxicity, particularly at Stations C-3 and D-6.

6.5. Risk Synthesis

The interpretation of ecological risk in this assessment is based on a weight of
evidence approach. The weight of evidence is in turn based on the analysis of
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exposure and effects data, as represented by the endpoints discussed in the exposure
(Section 4.0) and effects (Section 5.0) sections of this ERA, as well as in risk
characterization (Sections 6.1 through 6.4). The individual weights of evidence were
interpreted and summarized using semi-quantitative ranking schemes so as to allow
their inclusion into an analysis of the overall risk indicated for each of the primary weight
of evidence categories. In Sections 6.5.1 and 6.5.2, below, the process of synthesizing
information obtained on individual indicators and translating the result into an
Exposure/Effects Weight of Evidence (WoE) ranking is presented. The primary
exposure-based WoEs for Bedded Sediment are SEM Bioavailability and Porewater
Sediment Hazard Quotients. Tissue Concentration Ratios of receptors allow evaluation
of CoC bioconcentration in organism tissue. The primary effects-based WoE are
Sediment Toxicity, Tissue Residue Effects, and Trophic Transfer impacts to Avian and
Mammalian Predators consuming prey in the Raymark study area.

Results of the evaluations of the WoE data are presented in exposure and effect
WoE summary tables in Sections 6.5.1 and 6.5.2, respectively. In Section 6.5.3, the
findings of exposure and effects WoE are evaluated jointly in order to interpret the
overall potential for adverse ecological risks by sampling station.

6.5.1. Exposure-Based Weight of Evidence

Exposure-based weights of evidence include Bedded Sediment Exposure (based
on HQs for CoC sediment and porewater contaminants, SEM metal bioavailability) and
CoC residues in target species relative to reference as assessed through Tissue
Concentration Ratios (TCRs).

Bedded Sediment Exposure. Chemical concentrations of CoCs measured in
sediment-associated media are compared against benchmarks to elucidate potential
adverse effects on target species from exposure to contaminant concentrations in
surface sediments. The weight of evidence for indicators of chemical exposure in
bedded sediments suggest the highest probability of adverse exposures occur at
Station D-3 in a wetland adjacent to the Housatonic River (Table 6.5-1). It is noted that
the primary media/CoCs driving this risk are sediment PAHs (see Table 6.1-5 and
supporting Table 6.1-1). The bedded sediment exposure ranking is also driven by
elevated PAHs and metals concentrations, particularly copper in sediment porewaters
(Table 6.1-4). The other divalent metals (cadmium, lead, nickel and zinc), in contrast,
do not contribute substantially to the overall exposure ranking (Table 6.1-5).

Bioconcentration. Bioconcentration of CoCs in site receptors was assessed
through Tissue Concentration Ratios calculated as the station-specific residue
concentration at the site compared to the reference location for each CoC-receptor pair
(Section 6.2). The metric is intended to elucidate those CoCs and receptors which are
chemically enriched at the site relative to regional background conditions. Hence, it is
principally an indicator of chemical exposure.but does not predict effects.
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CoC residues suggest mostly low or intermediate exposure of CoCs for ribbed
musse! receptor species at the Raymark stations (Table 6.5-1). Ten stations had an
overall low Tissue Concentration Ratio ranking, primarily driven by Total PCBs
(Table 6.2-1). Five stations (E-1, E-3, F-1 to F-3) had intermediate exposure, primarily
due to Total PCBs with some PAHs. One station had a high TCR exposure ranking,
mostly due to Total PCBs and dioxins. CoC residues for Total PCBs were always more
than ten-fold higher than reference values, but in many cases higher than forty-fold.
Two sites (D-5 and E-1) had predicted CoC residues greater than 3000-fold above the
reference site.

Exposure Ranking. Stations were ranked according to overall exposure and
these rankings are presented in Table 6.5-1. Low exposures (“L") were apparent in
Area C stations. Four stations in Area D (D-1, D-2, D-4, and D-6) also had overall low
exposures to CoCs, as well as Station E-4. High chemical exposures (“*H") were
apparent for two stations in the Raymark study area, Stations D-3 and D-5. All other
stations had intermediate (“I”) exposures for CoCs (Table 6.5-1).

6.5.2. Effects-based Weight of Evidence Summary

Sediment Toxicity. In this ERA, the sediment bioassays with the amphipod,
Ampelisca were used to assess possible impacts from in-place sediments. Laboratory
toxicity results generally indicated some degree of sediment toxicity to amphipods
throughout the Raymark study site.

The overall station-specific laboratory toxicity rankings are summarized in
Table 6.5-1. High toxicity was observed at two stations (C-3 and D-6), while
intermediate toxicity occurred at six stations (C-1, C-2, D-2, D-3, E-4 and F-1). Seven
stations (D-1, D-4, D-5, E-1, E-2, E-3 and F-3) had low toxicity to amphipods (including
the reference), and one remaining station was non-toxic to amphipods (F-2). As noted
in Section 4, exposure response relationships explaining the observed toxicity were not
readily evident.

Tissue Residue Effects. As discussed in Section 6.2, possible impacts of CoC
residues on target species were assessed separately through Tissue Screening
Concentration (TSC) and Critical Body Residue (CBR) Hazard Quotients. A summary
of these tissue residue-based effects results is presented in Table 6.5-1. The tissue
residue effects rankings were mostly baseline. Only four stations were above baseline,
including two stations with low effects (E-1 and F-3) due to copper and two stations with
intermediate effects (F-2 and reference) due to copper and zinc.

Trophic Transfer Effects. Trophic transfer effects parameters, summarized in
Table 6.5-1 include avian and mammalian predator effects. The food web modeling for
avian and mammalian aquatic predators assumed that Black-crowned night herons and
raccoons were feeding maximally on the most contaminated of prey items available at a
given station. Despite the conservative assumptions employed, five stations had no
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higher than low effects rankings and the remaining stations were assigned to the
baseline effects category. The low effects rankings were due to PCBs, pesticides, and
chromium, lead, mercury, and zinc exposures to herons and to PCBs, copper, and zinc
exposures to raccoons.

Ecological Effects Ranking. Overall effects to biological receptors from CoCs are
summarized in Table 6.5-1. One station in the Raymark study area had a baseline (“B”)
effect ranking (Station E-3). Seven stations had low (“L") effects, and these were
Stations D-1, D-4, D-5, E-1 - E-3, and F-3. Overall high (“H") effects were observed at
Stations C-3 and D-6. The eight remaining stations had overall intermediate (“|")
effects.

6.5.3. Synthesis of Exposure and Effects Weights of Evidence

Discussion of each of the weights of evidence and applicable exposure-response
relationships has been presented in the previous sections. The focus of this section is
to elucidate concordance among exposure-based and effects-based weights of
evidence, in order to characterize overall potential risk for the Raymark study area.

The synthesis of risk is supported by the information presented in the Exposure
and Effects summary table, as well as equally important evaluations of the strength of
exposure-response relationships and/or presence of confounding factors which could
artificially mask or enhance perceived risks. The Exposure/Effects rankings for stations
are equal to the maximum of individual WoE rankings. Whereas the overall probability
of adverse Exposure/Effect (E/E) WoE is based on the degree of agreement between
exposure and response WoE summaries, as follows:

Baseline risk is defined as the probability of adverse exposure and/or ecological
effects equivalent to that from contamination and other environmental conditions
not associated with the site. From a ranking perspective, a baseline risk ranking
required that only Baseline (B) ranking for E/E WoE summaries is observed.

A Low probability of ecological risks suggests possible, but minimal impacts
based on some of the exposure or effects-based weights of evidence, while
impacts are undetectable by the majority of exposure and effects-based weights
of evidence. Conditions of low risk probability typically lack demonstrable
exposure-response relationships. A Low Risk ranking requires that no greater
than Low (L) ranking for E/E WoE summaries be observed or Intermediate (1)
ranking for one WoE summary and no greater than Low (L) ranking for the other
WoE summary.

An Intermediate probability of ecological risk occurs for site conditions falling
between high and low probabilities of risk. As such, the intermediate risk

probability condition is typically characterized by multiple exposure or effects
weights of evidence suggesting that measurable exposure or effects, but not
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both, are occurring at the site. Typically, quantitative exposure-response
relationships are lacking. Intermediate risk probability may also be indicated if
the spatial extent of apparent impact is highly localized (e.g., a single station), or
if the impact occurs for periods of very limited duration. To assign an
intermediate Risk ranking, either Intermediate (I) risk ranking is observed for both
E/E WoE summaries, or High (H) ranking for one E/E WoE summary and Low
(L) ranking or Intermediate (I) for the other E/E WoE summary.

Conditions indicating High probability of ecological risk occur when numerous
weights of evidence suggest pronounced contaminant exposure and effects, the
spatial extent of apparent impact is great, the impact is likely to be persistent
over long periods of time, and the available data support demonstrable
exposure-response relationships. A High Risk ranking requires that a High (H)
ranking be observed for both WoE summaries or a High ranking for one WoE
and Intermediate ranking for the other WoE.

This type of ranking scheme is intended only as a qualitative tool to provide
definition and uniformity for the description of potential risks as discussed in the
following section. The ranking approach is based on best professional judgement,
since the "true" ecological risk of, for example, benchmark exceedence or observed
toxicity, is not presently known. Itis not intended to place rigorous boundaries on
actions that risk managers may take with respect to the results of the study. Hence, the
risk manager is encouraged to keep in mind the nature of the risk ranking approach
when evaluating the general outcome of the risk assessment.

The summary of exposure-based and effects-based weights of evidence and
characterization of potential risk for the Raymark Phase Il Ecological Risk Assessment
is presented in Table 6.5-1 and discussed by risk category, below.

High Risk Probability Stations. In the present investigation, only Station D-3 is
categorized as a high risk station, given both high exposure and high effects
rankings. In addition, some support for exposure-response relationships were
observed given that toxicity was observed and PCB concentrations in sediment
were well above ER-M thresholds.

Intermediate Risk Probability Stations. Stations for which the WoE demonstrate
intermediate risks include Stations C-1, C-2, C-3, D-2, D-5, D-6, E-1 to E-4, F-1
to F-3, and the reference station. Multiple exposure- or effects-based weights of
evidence were observed in the data, resulting in an intermediate Exposure
and/or Effects ranking. However, quantitative exposure-response relationships
were found to be lacking.

Low Risk Probability Stations. A low risk probability was indicated for the
remaining Raymark stations (D-1 and D-4). Minimal impacts are suggested by
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the majority of exposure and effects-based weights of evidence, and no
exposure response relationships were evident.

Baseline Risk Probability Stations. Baseline risk was not assigned for any of the
Raymark stations.

6.6. Risk Uncertainty

Uncertainty Factors Related to Weights of Evidence (WoE). The weight of
evidence in this assessment is dependent upon analyses of exposure and effects data,
and their integration into risk characterization determinations. The purpose of the
uncertainty analysis is to identify the potential uncertainty sources as well as their
possible relationship to the true degree of adverse exposure or effects as inferred from
field measurements and laboratory tests used to support the individual WoE.
Depending on the nature of the test endpoint or its method of interpretation, the
uncertainty may tend to either over- or underestimate the true degree of adverse
impacts (e.g., “false positive” and “false negative” results, respectively).

For the present investigation, lists of potential uncertainties believed to be
important for exposure and effects measurement endpoints are summarized in Tables
6.6-1 and 6.6-2, respectively, and are discussed in the following sections.

Uncertainties discussed in the exposure phase of this assessment (Section 4.3)
included:

. Adequacy of CoC selection and contaminant behavioral characterization;

. Adequacy of fate and transport evaluations, including station selection, spatial
(horizontal) and vertical (sediment layering) patterns, and sample
representativeness;

° Adequacy of characterization of temporal/spatial variability in CoC distribution;
and

° Reliability of exposure point estimation methods, including sampling methods for

SEM and AVS and data utilization.
Uncertainties discussed in the effects assessment phase (Section 5.5) included:

. Adequacy of toxicity data, including comparability between test species and
species present;

. Adequacy of toxicity testing methods;
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° Appropriateness of chemical concentration benchmarks for tissue residues;
® Adequacy and availability of national criteria as benchmarks;

° Appropriateness of the selected bioassay species as surrogates for the
indigenous community; and

L Lack of data for measurements of benthic community structure, bivalve condition
indices, hematopoietic neoplasia effects, and PAH effects on fish (P450 enzyme
activity).

These exposure and effects uncertainties compound one another, as exposure
and effects data are integrated in the risk characterization. In addition to these
uncertainties, there are additional uncertainties which have been identified during the
risk characterization, including:

° Limited toxicological data for target receptor species;

. Incomplete knowledge of community ecology, including natural history (e.g., size
of feeding range and site use) of many species, receptor sensitivities to
contaminants, and trophic transfer of CoCs, and natural changes and variability
in biological/ecological systems; and

° Adequacy of bioaccumulation and toxicological models.

In the present ERA, tissue residues have been used as an indication of exposure
and possible effects; however, their utility as weight of evidence in ecological risk
assessments is currently limited since evidence linking ecological effects directly with
contaminant concentrations in tissue is generally lacking. In addition, more complete
understanding of bioaccumulation and trophic transfer is required to evaluate the role of
tissue residues in the status of natural resources, and to provide data for evaluating
risks to human health associated with seafood consumption.

It is also noted that the Tissue Concentration Ratio (TCR) results employed as a
weight of evidence for exposure directly depend upon use of reference data, such that
the quantitative evaluation of potential ecological risk at a given station is generally
dependent upon the reference condition. Some elevated concentrations of metals were
observed at the reference station (see discussion in Section 4.3), such that TCR ratios
may be reduced and thus underestimate site-related risk.

The application of organic (BSAF) and inorganic (BAF) bioaccumulation models
have several uncertainties. The BSAF model relies on an empirical assumption that
porewater concentrations are in equilibrium with sediment concentrations. This may not
be the case, especially at sites such as Raymark where CoC releases could vary tidally
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over the short- and long-term. Uncertainty with BAF models (e.g., species-specific
bioaccumulation patterns for various metals) is highly site-specific and may vary among
species.

Uncertainties associated with the calculated Hazard Quotients exist because
they do not necessarily reflect all chemicals or activities of chemical mixtures. An
additive approach to HQs was taken in order to integrate multiple contaminant effects,
since information is very limited on the toxicity of simultaneous exposure to mixtures of
contaminants. However, this estimation does not incorporate potential synergistic or
antagonistic interactions among chemicals, nor does it encompass risks from chemicals
which were not measured.

Given that Risk Characterization is a synthesis of findings from the Exposure and
Effects Assessments, it follows that uncertainties associated with these components of
the Risk Assessment can be nullifying, additive or even compounded. A prime example
is in the application of Hazard Quotients, where the numerator and denominator each
represent point concentrations with an unknown departure from the “true”
concentration. Exposure-toxicity relationships suffer the same uncertainty; separate
error in estimates of survival and exposure concentration, for example, can compound
or obscure true dose-response relationships or falsely suggest others which are
misleading or unfounded.

The weight of evidence approach to characterization of potential risk is effective
in reducing uncertainty because the probability that multiple exposure and effects
indicators could spuriously suggest risk (or lack of it) decreases as the number of
indicators in agreement increases. However, this approach in fact only reduces
uncertainty with respect to the location and magnitude of risk. It does not specifically
address the ultimate source of this risk (i.e., Raymark vs. other contaminant sources),
nor does it address potential future use scenarios involving fundamentally different
conditions or activities at the site. This uncertainty has not been addressed in the
present study through the inclusion of multiple reference stations and the analysis of
spatial trends in CoC distributions which might suggest alternative CoC sources.

Estimation of Uncertainty in Risk Designations. At the high probability risk
station (D-3) contaminant exposure and effects relationships was not substantially
demonstrated. The nature of the contamination, being in the sediment, suggests the
impact that the risk is likely to be persistent over a long period of time, although the
spatial extent of apparent impact may be limited as nearby stations do not display
similar levels of risk. This suggests that the overall uncertainty of the risk designation is
intermediate.

At the low risk stations (D-1 and D-4), the majority of exposure and effects-based
weights of evidence were low, and few exposure-response relationships were observed
between exposure and effects indicators. This suggests that the overall uncertainty of
the risk designation is low.

Final Raymark Phase Ill ERA.doc 6-31



Among the thirteen Raymark stations assigned an intermediate probability of
ecological risk, the data suggests that measurable (and occasionally somewhat high)
exposure and/or effects were occurring, but not generally as high as for the high risk
station described above, but like the high risk station, quantitative exposure-response
relationships are generally lacking. For all of the stations, elevated potential risks from
CoC residues in target receptors was accompanied by similar degree of risk related to
CoC exposure. The balance between exposure and effects indicators lends high
confidence about conclusions of risk magnitude.

Implicit in the characterization of risks at the site is a qualitative comparison of
exposures and effects observed in site samples in comparison to that observed for the
reference location: while the majority of the lines of evidence are developed
independently of reference condition (e.g., sediment and porewater HQs, sediment
toxicity) others are entirely dependent (e.g., tissue concentration ratios). Reference
areas in the vicinity of the Raymark site have been observed to have elevated CoC
concentrations which are not believed to be site-related. Notable among the metals is
copper, which at 660 n.g/g in reference sediment, exceeds all but one of the site
locations. Measured porewater concentrations of Cu, Ni, Ag and Zn were also higher at
the reference location than any other site. The location of reference station GM08
being in the middle of the expansive Great Meadows Marsh, would appear to place it
far way from point sources and the data is comparable to that found by NOAA (1998)
during their evaluation of reference areas for the Phase Il (Area A) Ecological Risk
Assessment. Thus, the existence of regionally high CoC concentrations away from the
site introduces considerable uncertainty as to the extent of incremental risks posed by
site-related contaminants.
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Figure 6.1-1. Water Quality Screening Criteria Value Selection Process and
Associated Data Qualifiers.
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Figure 6.2-1. Comparison of concentrations in ribbed mussels versus concentrations
in surface sediments for Total PCBs, Total PAHs, and Total DDTs in the Raymark study area.
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Total DDTs in the Raymark study area. Note: Only measured tissue concentrations used.
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Figure 6.4-1. Amphipod (Ampelisca) survival versus Organic Sediment ER-M Hazard
Quotients for CoCs in bulk surface sediments from the Raymark study area. Dashed

lines indicate interpretive threshold values for possible (80%) and probable (60%) impact

on amphipod survival. A) sediment HQs of Total PAHs, Total PCBs, p,p'-DDD, Dioxin-Fish
(2,3,7,8 TCDD Equivalent Conc. {(WHO, 1998)) and B) their concentrations normalized to TOC.



Amphipod Survival (Percent Control as Decimal Fraction)

1.0
, Total PAHs
0.8 _.__.___.__.__.____.__________
® °
°® °
o6 - &———¢6- — — — —
"Sad D3®
0.4
0.2 -
°
0.0 +—% . r .
0 10000 20000 30000 40000
1.0
Total PCBs
0.8 —_——— ]
D5e El1e
0.6 -_—— - —_——
0.4
0.2
0.0 1 . y r
0 1000 2000 3000 4000 5000
1.0
“DDD
0.8 __.______.___.__.___._________ﬁp___
® D5e
0.6 e e 7
¢ &
0.4
0.2
0.0 4 e v . r y . '
0 2 4 6 8 10 12 14 16

1.0 ——
Dioxin-Fish

0.8 _———————_——
° D-5@

0.6 _—————_————

o

0.4

0.2

0.0 T T T T T T T T

20 40 60 80 100 120 140 160 180

Sediment Concentration Normalized to TOC

Figure 6.4-1 (continued). Amphipod (Ampelisca) survival versus Organic Sediment ER-M
Hazard Quotients for CoCs in bulk surface sediments from the Raymark study area.

Dashed lines indicate interpretive threshold values for possible (80%) and probable (60%

)

impact on amphipod survival. A) sediment HQs of Total PAHs, Total PCBs, p,p'-DDD,
Dioxin-Fish (2,3,7,8 TCDD Equivalent Conc. (WHO, 1998)) and B) their concentrations
normalized to TOC.
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indicate interpretive threshold values for possible (80%) and probable (60%) impact on
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the Raymark study area. Dashed lines indicate interpretive threshold values
for possible (80%) and probable (60%) impact on amphipod survival (see Text Section 6.4).
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Figure 6.4-4. Amphipod (Ampelisca) survival versus Organic Sediment Porewater WQC-SA Hazard
Quotients for CoCs in bulk surface sediments from the Raymark study area. Dashed lines indicate
interpretive threshold values for possible (80%) and probable (60%) impact on amphipod survival.
Note: Dioxin-Fish = 2,3,7,8 TCDD Equivalent Conc. (WHO, 1998).
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Table 6.0-1. Indicator-specific and Overall Weight of Evidence Rankings for Exposure Characterization.

Bedded Sediment
Weight of Evidence Sediment HQs SEM Bloavailability Porewater HQs Bioconcentration
Indicator/
Test Baseline Sediment Conc. < ER-L SEM Conc. < 5 pmol/g; Porawater Conc. < WQC-SC Tissue Conc. < Reference
" ") (ERL-HQ < 1) SEM:AVS < 0 gmol/g (WQC-SCHQ < 1) (TCR<3)
Specific
Rankings
g Low Sediment Conc. Between SEM Conc. » 5 pmollg; Porewater Conc. Between Tissue Conc. > Reference
" . ER-L and ER-M N WQC-SC and WQC-SA
+) (ERL-HQ > 1) SEM:AVS > 0 umol/g (WQC-SC HQ > 1) (TCR > 3)

intermediate
("++")

Sediment Conc. > ER-M
(ERM-HQ > 1)

SEM Conc. > 10 ymol/g;
SEM:AVS > 5 pmol/g

Porewater Conc. > WQC-SA
(WQC-SA HQ > 1)

Tissue Conc. > 10X Reference
(TCR > 10)

High
("+++7)

Sadiment Conc. > 2X ER-M
(ERM-HQ > 1)

SEM Conc. > 20 pmdl/g:
SEM:AVS > 10 ymol/g

Porewater Conc. > 2X WQC-SA
(WQC-SAHQ > 1)

Tissue Conc. > Reference
(TCR > 40)

Overall
Exposure
Rankings

"-")

Low (+) exposure observed for
only one analyte or baseline (-)
exposure for all analytes.

Same as Sediment HQ.

Same as Sediment HQ.

Low (+) exposure obsarved for
only one analyte or baseline (-)
exposure for all analytes.

Low

('+")

Low (+) exposure observed for
two or more analyte or
intermediate (++) expasure for
one analyte.

Same as Sediment HQ.

Same as Sediment HQ.

Low (+) exposure observed for
two or more analytes or
intermediate (++) exposure far
one analyte.

Intermediate
(ll++'l)

Intermediate (++)} exposure
observed for two or more
analytes or high (+++) exposure
for one analyte.

Same as Sediment HQ.

Same as Sadiment HQ.

Intermediate (++) exposure
observed for two or more
analytes or high (+++)
exposure for one analyte.

High
(HH+II)

High (+++) exposure observed in|
two or more analytes.

Same as Sedimant HQ.

Same as Sediment HQ.

High (+++) exposure observed
in two or more analyte.

WQC-5C = Water Quality Criteria-Saltwater Chronic
WQC-8A = Water Quality Criteria-Saltwater Acute
TCR = Tissue Concentration Ratio



Table 6.0-2. Indicator-specific and Overall Weight of Evidence Rankings for Effects Characterization.

Weight of Evidence Sediment Toxicity Tissue Residue Effects | Trophic Transfer Effects
Indicator/
Test Baselin Tissue Conc. < Banchmark TSC-
"o e Ampelisca Survival > 80% of Control| HQ/CBR-HQ < 1 or TSC-HQ/CBR- TRVHQ <1
Specmc ( - ) HQ =1
Rankings
Low Ampelisca Survival Between 60 and TSC-HQ > 1
("+") 80% of Control CBR-HQ > 1 TRVHQ > 1
Intermediate | Ampelisca Survival Between 20 and TSC-HQ> 10
("+4+") 60% of Control CBRHQ >3 TRVHQ@>10
High Ampelisca Survival < 20% of Control TSC-HQ > 40 TRV HQ > 40
(u+++n) CBR-HQ > 10
Overall
Low (+) effect obsarved for only one | Low (+) effect observed for only one
Effects Baie'!lne Baseline (-) effect observed. analyte or baseline (-) effect for all |specles or baseline (-} effect for both
Rankings (=" analytes. species.
Low Low (+) effect observed for two or | Low (+) effect observed for one or
" Low (+) effect observed. more analytes or Intermediate (++) | more species or intermediate (++)
("+") effect for one analyte. effact for one species.
Intermediate Intermediate (++) effect observed for | intermediate (++) effect observed for|
. Intermediate (++) effect observed. | two or more analytes or high (+++) | one or more species or high (+++)
("++ effect for one analyte. effect for one species.
High . High (+++) affect observed in two or | High (+++) effect observed in one or
("+++") High (+++) effect observed. more analytes. more species.

CBR = Critical Body Residue

TCR = Tissue Concentration Ratio



Table 6.1-1. Summary of Hazard Quotients for Sediments for the Raymark Phase Nl Ecological Risk Assessment Investigation'?.

Metals PAHs PCBs PST Dioxins
H 2
° s b3 2
13 8 -
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3 - Relerence Station - GMO8 (SAIC, 1998).

4 - Sum of High Motscular Waight PAHs -
§ - Sum of Low Molecular Waight PAHs - 2-Methy
6 - Total PCBs = Sum of Congeners x 2.

7-23.78-7CDD

- Sea Tabla 3.3-1 for Metals, PCBs, PAHs and PST Benchmarks.
- Hazand Quotient Codes for Sedwmnent Exposure: < ER-L = " ; ER-L 10 ER-M a *¢"; >=ER-M = "4+"; >22x ER-M = “44+4".

Chrysene,

8 - Exposure Ranking:

forp

of impacts on fish (WHO, 1098).

Anthracena, Fluorena, Naphthal

Basaiine (") - Low (+} sxposure obsarved for only ona analyls or baseline (-) exposure for al anaiytes;
Low ("+7) - Low (+) axpasure observed for two or more analytes or intermadiate (++) exposure for one analyte:

s -l

++)

P

for twa or more analytes or high (+++) exposure for one anaiyts; and
High ("+++°) - High (+++) exposure obsarvad in two or more analytes.

lone, and Phenanthrens.

and Perylens; Perylene not available for reference.




Table 6.1-2. Summary of Kow and Koc values used in calculations of organic contaminant concentrations

in porewaters by equilibrium partitioning for the Raymark Phase IlI Ecological Risk Assessment investigation.

k:lass Analyte CAS No. Full Analyte Name LogsoKow Source' Logwoloc” Koe
HPAH T235NAP 2245387 1,6,7-Trimethyinaphthalene
M1NAPH 90120 1-Methyinaphthalene as? b 3.0 7984
M1PHEN 832689 1-Methyiphenantivene 5.08 b 498 96610
D26NAPH 581420 2,6-Dimethyinaphthalene 4.61 b 453 34034
ACENAPL 208568 Acenaptthylene 405 b 3.08 9581
ANTHRAC 120127 Anthracene 455 a 447 20712
BENAAN 56553 Benzo{a)anthracene 5.70 a 5.60 401218
BENAPYR 50328 Benzo{a)pyrene 6.11 a 6.01 1014888
BENBFLU+BENKFLU Benzo{b+kuoranthene 6.20 a 6.00 1244171
BENEPYR 192972 Benzo(e)pyrene &1 b 8.01 1014869
BGHIPER 191242 Benzo(gh,iiperylene 6.70 a 8.59 3858158
CHRYSEN 218019 Chrysene 5.70 a 5.60 401218
DBAHANT 53703 Dibenz(a,h)anthracens 6.69 a 8.58 3771812
FLUORAN 206440 Fuoranthene 5.12 a 5.03 107854
HMW PAHS 999999484 HMW PAHs® 5.88 d 5.78 596218
123cop 193395 Indeno{1,2,3-cd)pyrene 865 a 8.54 3445323
LMW PAHs 999999502 LMW PAHs® 4.05 d 3.98 9581
PERYL 198550 Perylene 6.05 b 5.95 885982
PHENAN 85018 Phenanthrene 455 a 447 29712
PYRENE 129000 Pyrene 5.11 a 5.02 105538
TOTPAH NA Total PAHS' 4.96 d 4.88 75562
PCB PCB3 2051618 3 (4) 4.69 ¢ 461 40790
PCBB 34883437 8 (24) 5.07 c 498 96403
PCB15S 2050682 15 (4 47 5.30 c 521 162248
PCB18 37680652 18 (2 25) 524 c 5.15 141845
PCB28 7012375 28 (24 4) 567 c 5.57 374878
PCB29 15862074 29(245) 5.60 c 5.51 319948
PCB44 41464395 44(2235) 5.75 c 5.65 449283
PCB50 62796650 50 (22'4 6) 5.63 c 553 342429
PCBS2 35693983 52 (225 5) 5.84 c 5.74 550808
PCB66 32598100 66 (2 34 4') 6.20 ¢ 6.08 1244171
PCB87 38380028 87(22'34 5 6.29 c 6.18 1525281
PCB101 37680732 101(22455) 6.38 ¢ 627 1869907
PCB105 32598144 105(2334 4) 6.65 c 6.54 3445323
PCB114 74472370 14(2344'5) 6.65 c 6.54 3445323
PCB118 31508006 118 (2 34 4'5) 6.74 ¢ 6.63 4223767
PCB123 65510443 123(2344'5) 6.74 c 6.63 4223787
PCB126 57465288 126 (3 34 4'5) 6.89 ¢ 6.77 5831301
PCB128 39380073 128 (223 34 4) 6.74 c 6.63 4223767
PCB138 35065282 138 (223 4 4'5) 6.83 ¢ 8.71 5178095
PCB153 35085271 153(224 45 5) 6.92 c 6.80 6348045
PCB156/157 NA 7.18 c 7.06 11434574
PCB167 52663726 167 (2344'55) 7.27 c 7.15 14018127
PCB169 32774166 169(3344'55) 7.42 c 729 19685208
PCB170 35085306 170 (2 23 34 4'5) 727 c 7.15 14018127
PCB180 35065293 180 (2234 4’5 5) 7.36 ¢ 7.24 17185414
PCB187 52663680 187 (223 4'5 5'6) 7.7 ¢ 7.05 111708667
PCB188 74487857 183 (22°34'56 6) 6.82 ¢ 6.70 5062208
PCB189 39635319 189(23344'S5) 7.7 c 758 37049844
PCB195 52663782 195 (2 23 3'4 4'5 6) 7.56 c 7.43 27024645
PCB200 40186718 200 (22 33'4566) 7.27 ¢ 7.15 14018127
PCB206 40186729 206 (2 2'3 3'4 4'5 5'6) 8.09 c 7.95 89691234
PCB209 2051243 209 (22334 4'5 5'6 6) B.18 c 8.04 109956270
Dioxins 2.3,7,8-TCDD Equivalent  |NA 7.00 e 6.88 7608166
Pesticides DDE_OP 3424826 0,p-DDE 6.76 @ 6.65 4419366
DDD_PP 72548 p.p-DOD 6.10 a 6.00 992156
DDE_PP 72559 p.p-DDE 6.76 a 6.65 4419366
DDT_PP 50293 p.p-DOT 6.53 a 6.42 2625851

1 - Literature source of LogoKow values:

a - Karickhoff and Long, 1995;

b - Karickhotf et ai., 1989;

¢ - Hawker and Connell, 1988;

d - Calculated value; and

@ - U.S. EPA, 1993d.

2 - logioKoc = 0.00028 + 0.98310g,Kow; Karickholf ot al. , 1989,

3 - Sum of High Molacular Weight PAHSs - Benzo(a)anthracene, Benzo{a)pyrene, Chrysene, Dibenz(a,hjanthracene,
Fluoranthene, and Perylene;

Sum of Low Molecular Weight PAHS - 2-Methyinaphthalene, Ac A ‘ Anth Fluorene,
Naphthalene, and Phenanthrane;

LMW PAH, HMW PAH log,oKow = median of analyte specific Kow.

4 - Total PAH Log10Kow = median of LMW L0G:oKow 8d HMW PAHS L0G:oK,., (NOAA, 1991).

§ - Sum of Congeners X 2.

NA= not applicable




Table 6.1-3. Water Quality Screening Values used as benchmarks for porewater Hazard Quotient development.

hemical EPA Water Quality Criteria’ Sediment wQsv'<

lass Analyte WQC-FA WQC-FC WQC-SA WQC-SC | Benchmark® Conc. DQ
Metals Cadmium 4.30 2.20 42.00 9.30 1.20 9.30 A
Chromium 16.00 11.00 1100 50.00 81.00 50.00 A

Copper 13.00 9.00 4.80 3.10 34.00 3.10 A

Lead 65.00 2.50 210 8.10 46.70 8.10 A

Mercury 1.40 0.77 1.80 0.94 0.18 0.94 A

Nickel 470 52.00 74.00 8.20 20.90 8.20 A

Zinc 120 120 90.00 81.00 150 81.00 A

[PAHs 1,6,7-Trimethyinaphthalene NA
1-Methylnaphthalene NA
1-Methylphenanthrene NA
2,86-Dimethylnaphthalene NA
Acenaphthylene 44 .00 0.46 E

Anthracene 85.30 0.29 E
Benzo(a)anthracene 261 0.07 E
Benzo(a)pyrene 430 0.04 E
Benzo(b)fluoranthene NA
Benzo(e)pyrene NA
Benzo(g,h,i)perylene NA

Chrysene 384 0.10 E
Dibenz(a,h)anthracene 63.40 1.68E-03 E
Fluoranthene 6200 5.74 G

HMW PAHs® 1700 0.29 E
Indeno(1,2,3-cd)pyrene NA

LMW PAHs® 552 5.76 E
Perylene NA
Phenanthrene 1800 6.06 G

Pyrene 665 0.63 E

Total PAHs* 4022 5.32 E

PCBs Total PCBs 2.00 0.01 10.00 0.03 22.70 0.03 A
Djoxins Mammals 1.00E-03 2.50 1.00E-03 A
Fish 1.00E-03 60.00 1.00E-03 A

Birds 1.00E-03 21.00 1.00E-03 A

lPesticides o,p-DDE> 0.13 1.00E-03 2.20 1.00E-03 A
p,p-DDD® 0.13 1.00E-03 1.58 1.00E-03 A

p.p-DDE® 0.13 1.00E-03 2.2 1.00E-03 A

p,p-DDT 0.13 1.00E-03 1.58 1.00E-03 A

DQ = Data Qualifier (see Figure 6.1-1).

WQC-FA = Water Quality Criteria = Freshwater Acute Value.

WQC-FC = Water Quality Criteria = Freshwater Chronic Value.

WQC-SA = Water Quality Criteria = Saltwater Acute Value.

WQC-SC = Water Quality Criteria = Saltwater Chronic Value.

WQSV = Water Quality Screening Value. :

WQSV CODES:

NA= Benchmark not available to derive Screening Value;

A- WQC-SC VALUE;

E- EqP PARTITIONING OF SEDIMENT BENCHMARK INTO POREWATER AT 1% TOC;

G - EqP PARTITIONING OF EPA SEDIMENT QUALITY CRITERIA (U.S. EPA, 1993a,b,c);

1 - Units: pg/L.

2 - See text and Figure 6.1-1 for WQSV derivation process.

3 - LMW PAH = six 2-ring & 3-ring PAHs; HMW-PAH = seven 4-ring and 5-ring PAHSs;

Sum of NOAA High Molecular Weight PAHs - Benzo(a)anthracene, Benzo(a)pyrene, Chrysene, Dibenz(a,h)anthracene, Fluoranthene, and Perylene;
Sum of NOAA Low Molecular Weight PAHSs - 2-Methyinaphthalene, Acenaphthene, Acenaphthylene, Anthracene, Fluorene, Naphthalene,
and Phenanthrene; and

LMW PAH, HMW PAH log,,Kow = median of analyte specific Kow, Total PAH Kow = mean of LMW, HMW PAH Kow.
4 - Total PAH = median of LMW and HMW PAHs (NOAA, 1991).

5 - Assumed to be the same as DDT.

6 - Majority of values are NOAA ER-Ls, refer to Table 3.3-1 for benchmarks.



Table 6.1-4. Summary of Hazard Quotients for Porewater for the Raymark Phase Il Ecological Risk Assessment Investigation'~.

Metals PAHs PCBs PST Dioxins
§
2 § t o .
L sl 13 gl |8 ‘ +
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Aeference - - Eaad + e - + - - - - - - + - - - - - haad
1 - Benchmark for Matals, PCBs, PAHs, PST = WQSV (WQS-5C equivalent concentration) (Table 8.1-3).
2 - Hazard Quotient Codes for Porswater Exposurs: < WQC-Chronic = *-* ; WAC-Chronic o Acule = “+* ; > WQC-ACIS = *++° "+++" = > 2 x WQC-Acile.

3 - Reference Station - GMOB (SAIC, 1996).

4 - Sum of High Molecular Weight PAHs -

pyrens. Chrysens, Dibenz(s. ;

5 - Sum of Low Molecular Weight PAHS - 2 Y aphthy , Fluotene, and Phe
6 - Total PCBs = Sum of Congeners x 2.

7-2,37.8-TCDD oqy for pr of impacts on fish (WHO, 1998).

8§ - Exposure Aanking:

B, (=) - Low (+) for only ona analyte or baseline (-) expasure for aN analytes:

Low (*+7) - Low (+) exposurm obssrved for two or more analytes or intermediate (++) exposure for one wnalyte;

- (e

(++)

for two or more analytes or high (+++) exposure for one analyte; and
High - ("++47) High (+++) axposura observed in two or mora snalytes.

and Perylens; Perylens not avallable for refarence.




Table 6.1-5. Summary of Bedded Sediment Exposure Indices for the Raymark
Phase 1l Ecological Risk Assessment Investigation.

CHEMICAL
SOURCE BEDDED SEDIMENT
Station Bulk Sediment' | SEM:AVS' Porewater'® Ranking® |

C-1 + . . _
c-2 + - - -
C-3 ++ - - +
D-1 - - - -
D-2 + - - -
D-3 ++ + +++ -
D-4 + - - -
D-&§ +++ - + ++
D-6 + - - -
E-1 +++ + ++ ++
E-2 ++ + ++ ++
E-3 ++4+ + + ++
E-4 ++ - - +
F-1 ++ + + +
F-2 +++ + + ++
F-3 444 ++ + +4

Reference ++ - 4+ ++

1A - Sediment HQs; see Table 6.1-1.

1B - SEM:AVS exposure rankings; see Tabie 4.3-1.

1C - Porewater HQs; see Table 6.1-4.

2 - Exposure Ranking: Baseline (*-") - Low (+) exposure observed for only one indicator or baseline {-) exposure for all indicators;
Low ("+") - Low (+) exposure observed for two or more indicators or intermediate (++) exposure for one indicator;

Intermediate ("++") - Intermediate (++) exposure observed for two or more indicators or high (+++) exposure for one indicator; and
High ("+++") - High (+++) exposure observed in two or more indicators.




Table 6.2-1. Tissue Concentration Ratio (TCR) Rankings for Target Receptors for the Raymark Phase IIl Ecological Risk Assessment Investigation'.

; .
[HARNHAI NI IN]

. -
N HiEE ] 15 . |
K . s e | 2 - 5 5 g [ g

i1 § Hililill: £ i § £ JHE HHEEER R

! 214 HHHHEHHEHIHES IHHHHEEL

3 314§ /8[=)3)3|% : EAEARIRIRIRIRIE |
C-1-TSS-SMP|  mUS - - -t - - -1 -1 -T1T-1T-71- ST 1 - o |- T -Tw -] e
C-2-TISS-SMP MUS - - . - - - - - . - - - - . + - ++ +
C-ATSS-SMP|  MUS I S S I e N . .| - - f .
O-1TISS-SMP[ MUS - - T T ST T - o | - ] e
0-2TISS-SMP|  MuS LR N I I O B I N - . e o] o] e .
O-3T18S-SMP|  Mus RO I A A N A . R O B PN N
D-4.Tiss.sMP|  mus D I I R O A P I R S R . . . PO U R R A
D5 Predicted | - - - - - - - - - - s | e | o - - ++ + | e 4+ | 4o 44 | e
D& TISS-SMP|  MUS - - - - - - - - - - - - - - - - + - - ++ - 4+
E1 Predicted | - - - - - - - - - - - . + - - C R 2 Y
E2 Pradicted | - - - - - - - - - - - - - - - - . I - +
E3 Predicted | - . - - - - - - - - te | e | o 4 -+ £ L IS +“ - -
E4 Pradicted - - - - - - - - - - - - - - - - + - +
F-t Predicted | - - - - - - - - . - e - ++ *- +“ ++ | e + | e - -
F2 Pradicied . - - + - . + - - - + + + + + +4+ . * = | v4e -
F-3 Predicted - - - ++ | 4e + -+ ++ +4 ae | ae 4 | 4 - ++

- - . - - . +
TCR = ratio of CoC mnc-unuonlnnncmﬂma!mnnm\gmﬂmbuumwmumnmw.
1 - Species/Station-epecific Rankings: TCR>40 = “+4+°; TCR>10 = ‘44", TCR>3  *+%; TCA<I o TCA=J = **; pee Appendix D4,
2 - Spacies: Rbbed Musaols

Tiesue conc, prodicted for stations: 0.5, E-1 to E~4, F-1 % F-3, and Ref {GMO8) (see Appandix D-3-5).

3 - Sum of High Molecular Weight PAHs - By N:’ Chrysens, Dbbenz{a,h)anthracene, Fluoranthene, and Petylene.
4 - Sum of Low Molecular Weight PAHs - 2. A A Anth Fivorene, N . and

§ - Total PCBs = Sum af Congeners x 2,

6-23.7,8-TCOD for of impacts on fish (WHO, 1098).

7 - Sample-specific Tissue Residus Exposurs Ranking:

Baseline (*-7) - Low (+) axposure observed for only ona analyte of bassline (-) exposure for sl analytes;
Lw(%')-Lw(o)npomobwv.deummaMuuhM-(“) oxposure for one analyte;

Intermediate ("++7) - Intermadiate (++) exposurs cbaerved for two or more analytea or high (+++) axposurs for ona ansiyte; and
High ("++47) - High (++4) sxposure chservad in two of mors analytes.




Table 6.2-2. Tissue Screening Concentration (TSC) benchmarks for evaluation of CoC
impacts on target species for the Raymark Phase lll Ecological Risk Assessment Investigation.

Acute Tissue
(Chemical WQsVv' | Criterion | Chronic BCF® Screening
lass Analyte (pg/L) Basis® Ratio (I Conc.*, (ug/g wet)
Metals Cadmium 9.30 wQc-sc 64.00 0.60
Chromium 50.00 WQC-SC 16.00 0.80
Copper 3.10 WQC-sC 200 0.62
Lead 8.10 wQcC-sC 49.00 0.40
Mercury 0.94 WQC-SC 4994 4.69
Nickel 8.20 waQc-sc 47.00 0.39
Zinc 81.00 WQC-SC 47.00 3.81
PAHs 1,6,7-Trimethyinaphthalene NA
1-Methyinaphthalene NA
1-Methylphenanthrene NA
2,6-Dimethyinaphthalene NA
Acenaphthene 5§20 FC 3.1 242 126
Acenaphthylene 300 PAHMA 8 119 4.46
Anthracene 300 PAHMA 8 478 17.93
Benzo{a)anthracene 300 PAHMA 8 4620 173
Benzo(a)pyrene 300 PAHMA 8 11100 416
Benzo(b+k)fluoranthene 300 PAHMA a8 11100 416
Benzo(e)pyrene NA
Benzo(g,h,i)perylene 300 PAHMA 8 26900 1009
Chrysene 300 PAHMA 8 4620 173
Dibenz(a,h)anthracene 300 PAHMA 8 4460 167
Fluoranthene 16 MC 1150 18.40
Fluorene 300 PAHMA ] 282 1058
HMW PAHs NA
Indeno(1,2,3-cd)pyrene 300 PAHMA 8 26900 1009
LMW PAHs NA
Perylene NA
Phenanthrene 4.6 MC 2630 12.10
Pyrene 300 PAHMA 8 1110 41.63
Total PAHs NA
PCBs Sum PCB Congeners x 2 0.01 FC 31200 D.44
IDioxins® | Dioxin-Mammal 0.70
Dioxin-Fish 50.00
Dioxin-Bird 6.00
Pesticides |o,p-DDE 1.00E-03 FC 53600 0.05
p.p-DDD 1.00E-03 FC 53600 0.05
p.p-DDE 1.00E-03 FC 53600 0.05
p.p-DDT 1.00E-03 FC 53600 0.05

1 - Water Quality Screening Value: For Metals see Table 6.1-3; Organics derived from Shepard, 1998.

2 - WQC-SC - Water Quality Criteria Saltwater Chronic (Table 6.1-3); FA - Freshwater acute criterion; FC - Freshwater chronic
criterion; MA - Marine acute criterion; MC - Marine chronic criterion; PAHMA - Polycyclic aromatic hydrocarbon marine

acute criterion.

3 - BCF - Bioconcentration factor,

4 - TSC = WQSV x BCF. Shepard, 1995 and 1998,

5 - U.S. EPA, 1993d.



Table 6.2-3. Tissue Screening Concentration Hazard Quotients (TSC-HQ) Rankings for Target Receptors for the Raymark Phase Il
Ecological Risk Assessment Investigation'.

2, 6-Dimethyinaphthalene
o(b + k)luoranthene

1-Methyiphenanthrena

1,6,7-Trimethyinaphthalene
1-Methyinaphthalene

[Benzo(e)pyrens
HMW PANS®

Phenanthrene
[Totad PAHS

i MW PAHS*

« |Benzo{a)anthracene
+ inaeno(1,2,3-cd)pyrene

+ Acenaphthene
« [Benzo(g,h,hperyiens

+ |Acenaphthyiene

« JAnthracene

« [Fluoranthene
Fluorene

Station
[Species’
« |Cadmium
IChromium
« [Chrysene

C-1-TiSg-8MP MUs
C-2-TISS-SMP MUS
£-3-T188-8MP MUS

. |pibenzo(a.hjanthracens

+ + |Benzo{a)pyrene

+ [Total PCBs®
« lo.p-DDE

+ jp.p-DDD

. lp,p-DOE

- ipp-00T

+ |Risk Ranking®

0-1-TIS8-SMP Mus
D-2-TI88-8MP ws

D-4-TISS-8MP s

tle ¢ e e+ e 4+ +fs + 4 [Copper
Lead
Mercury
[Nickel

L R R R I T .

F-2 Predicted | - +
Fa Predicled -

-
+
pe

- +

+
+
-
+

PN CECEES PO

tfe ¢ #le e v o

+

Foterence Prodced | + + 444 + +4

~HQ - ot W o0 rk (Appendix D-8-1). 76 presented in Table 6.2-2.
1 - Species/Station-specific Rankings: TSC-HQ>40 = "+++7; TSC-HO»10 = “44%, TSC-HQ>1 = *+”; TBC-HQ<1 or TSC-HQw1 = *-°.
2 - Spacies: Ribbed Mussel

Tissue conc. predicted for stations: D-5, E-1 10 E-4, F-1 to F-3, and Reference (500 Appendix D-3-5),
3 - Sumof igh Weight PAMS - . Y Chrysens, Dbenz(a h)anthwacene, Fluoranthens, and Perylene.
4. Sum of Low Weight PAHs - 2 ylens, Fluorens, and P

5 - Total PCB3 = Sum of Congeners x 2.
G~SMMMMEMrM-'""-mmb»)mmmumms:
'n'-l’im(vn)dlocim'umm)/h: "'-Henv\od.tl(u)lﬂmouw.dlormumm:w
*-" = no effect for sl snalytes. Ses text in Section 6.6.



Table 6.2-4. Critical Body Residue (CBR) benchmarks used for assessment of risks to aquatic receptors
from tissue residues for the Raymark Phase il Ecological Risk Assessment Investigation'.

CBR Chronic
Mol. wt (vMol/g dry
Compound | (ug/pMol) | Test Species Group Effect wit) Comment | Reference
Cadmium 112.4  |Hyallela azteca Amphipod 80% mortality- 10wk 0.27 2
Chromium 52.0 |Daphnia magna Crustacean 10% density loss - 3wk 5.4 1
Copper 63.6 |Hyallela azteca Amphipod 71% mortality- 10wk 1.4 (a) 3
Lead 207.2 |Hyallela azteca Amphipod 69% mortality- 10wk 0.72 (a) 3
Mercury 200.6 |Hyallela azteca Amphipod 80% mortality- 10wk 0.45 (a) 3
Nickel 58.7  |Neanthes arenaceodentat{polychaete worm |acute mortality- 10d 1.8 (b} 4
Zinc 65.4 |Hyallela azteca Amphipod 65% mortality- 10wk 62.5 (a) 1
Total PAHs 202.6 |Mytilus edulis bivalve mollusc  |reduced feeding rate 0.40 (a) 5
p,p-DDE 318 |[Salmo truta fish egg hatchability 1.1 (a,c) 6
Total PCBs 347.5 |Pimephales promelas fish reduced fecundity 0.20 (a) 7

1 - Converted to dry weight assuming CBRyrywt = CBRyetm X 5:

(a) value reported on mass basis (e.g., pg/g) - converted to molar basis (uMol/g);
(b) converted to chronic value assuming chronic CBR = acute CBR/10; and
(c) Reported concentration = NOAEL, converted to LOAEL, assuming LOAEL= NOAEL x 10.

References:

1 - Enserink et al., 1991;

2 - Borgmann et al., 1991;

3 - Borgmann, Norwood, and Clarke, 1993;
4 - Pesch et al., 1995;

5 - Arnold and Biddinger, 1995;

6 - Mac et al., 1981; and

7 - U.S. ACE, 1995.




Table 6.2-5. Critical Body Residue Hazard Quotients (CBR-HQ) Rankings for Target
Receptors for the Raymark Phase Il Ecological Risk Assessment Investigation'.

Metals Organics®

o o ?

% e | 51! _ 3 8 w z

s | E Bl ils 2l 8| &8 | ¢

8 5 | 8§16 8§ |2 |2 8|8 | B : | &

C-1-TISS-SMP| MUS - - - - - - - - - - B

C-2-TISS-SMP| MUS - - - - - - - - - . .
C-3-TISS-SMP| MUS - - - - - - - - - -
D-1-TISS-SMP| MUS - - - - - - - - - -
D-2-TISS-SMP| MUS - - - - - - - - - -
D-3-TISS-SMP MUS - - - - - - - - - -
D-4-TISS-SMP| MUS - - - - - - - - - -
D-5 Predicted - - - - - - - - - -
D-6-TISS-SMP| MUS - - - - - - - - - -
E-1 Predicted - - + - - - - - - -
E-2 Predicted - - - - - - - - - .
E-3 Predicted - - - - - - - - - -
E-4 Predicted - - - - - - - . _ _
F-1 Predicted - - - - - - - - - -
F-2 Predicted - - + - - - - - - -
F-3 Predicted - - - - - - - - - -

Reference | Predicted - - + - - - - - -

1 - CBR-HQ = measured CBR/CBR Benchmark (Appendix D-7-1a). CBR Benchmarks presented in Table 6.2-4.

2 - Species: Ribbed Mussel

Tissue conc. predicted for stations: D-5, E-1 to E-4, F-1 to F-3, and Reference; see Appendix D-3-5.

3 - Analyte-specific Rankings: CBR-HQ< 1= *-*; CBR-HQ>1 = +; CBR-HQ>3 = "++*; CBRA-HO>10 = "+++".

4 - Species/Station-specific Rankings = “+++" = higher effect (+++) observed for two or more analytes;

"++" = high (+++) effect observed for one analyte; "+* = intermediate (++) effect observed for one or more analytes; and
*-* = no effect for all analytes; see text in Section 6.6.



Table 6.2-6. Tissue Residue Effects Rankings for species collected
from the Raymark Phase |1l Ecological Risk Assessment Investigation.

e
- o ¥ <
5 8 2 z g
b 2 & & y
(7] [77] | O oy
C-1-TISS-SMP MUS - - -
C-2-TISS-SMP MUs - -
C-3-TISS-SMP MUS - -
D-1-TISS-SMP MUS - - -
D-2-TISS-SMP MUS - - -
D-3-TISS-SMP MUS - - -
D-4-TISS-SMP MUS - - -
D-5 Predicted - - -
D-6-TISS-SMP MUS - - -
E-1 Predicted + - +
E-2 Predicted - - -
E-3 Predicted - - -
E-4 Predicted - - -
F-1 Predicted - - -
F-2 Predicted ++ - ++
F-3 Predicted + - +
Reference Predicted 4 - ++

1 - Species: Ribbed Mussel

Tissue conc. predicted for stations: D-5, E-1 to E-4, F-1 to F-3, and Rel.; see Appendix D-3-5.
2 - TSC-HQ = Tissue Screening Concentration Hazard Quotients; see Table 6.2-3.

3 - CBR-HQ = Critical Body Residue Hazard Quotients; see Table 6.2-5.

4 - Species-specific Tissue Residue Effects ranking =

Maximum of indicator-specific rankings.



Table 6.3-1a. Food web exposure parameters for the Raymark Phase (Il Ecological Risk Assessment Investigation.

DIETARY INTAKE PARAMETERS
BODY ORGANISM Sampled INCIDENTAL
Weight | Total Food' FISH Fraction SEDIMENT WATER’ HOME BIOAVAILABILITY
SPECIES {g) (giday dry) | % Diet? | g/daydry® (%) %Diat g/day dry® (L/day) RANGE FACTOR
Black-crowned night heron 883 536 52.5% 282 52.5% 5.0% 27 0.05 1 COC spacific
adjusted ration® ) 100% 53.6 1
Raccoon 6000 2897 2.3% 6.9 2.3% 9.4% 282 0.50 1 COC specific |
adjusted ration® 100% 299.7 1

1- Dry weight dietary requirements derived from body weight-depandent aquations presented in Section 6.3.

2- Distary fractions obtained from literature; see Section 6.3.

3- Dry weight dist fraction (Intake Factor) calculated as Total Food requirement x % diet.

4- Intake adjusted to obtain tull distary requirement (= [100%/percent sampled fraction) * prey-spacific intake).
5- Water intake requirements derived from body weight-dependent equations of Nagy presented in Saction 6.3.

e



Table 6.3-1b. Percent occurrence of food items in the diet of the raccoon and black-crowned night heron.
Food Item (%)
Animal Season | Crustacean Insects Fish Other Reference
Raccoon Spring 37 40 3 20 Llewellyn and Uhler, 1952
Summer 8 39 2 51
Fall 3 18 trace 79
Winter 9 12 2 77
) Average 14.3 27.3 2.3 56.8
Black-crowned
night herons | Average 21 1.5 52.5 NOAA, 1998a




Table 6.3-2a. Documentation of Toxicity Reference Values used for calcula

for the Raymark Phase lil Ecological Risk Assessment Investigation,

tion of risks to black-crowned night heron

Test Species Rece tion
Condition (nr\‘n Coc/n-au: Extrapolation|  Test NOAEL
IContaminant of Concemn Tesl Species BW, kg' Evaluated? diet/day)® Endpoint Retsrence Factor' | {mgAq bwiday)® | RoC TRV®?
I admium® mallerd 1.5 R 1.45 Ch:::\dod L White and Finiey, 1978 1.00 145 1450
IC hromium® black duck  1.2§ R 1.00 Chronic NOEL Hasettine of a/., unpub. 1.00 1.00 1000
coppert chicken 053  GM 2813 Chronic NOEL  Mehring et al, 1960 1.00 28.13 26130
Load® ‘::’;:" 0.3 R 2.05 Pattee, 1984 1.00 2.08 2050
IMarcury® mallard 1.00 R 0.06 LOEL unbounded Heinz, 1979 0.50 0.03 32.00
- mallrd 078 MG 77.40 Chionkc NOEL  Gain and Pafford, 1981 1.00 7740 77400
[Zine' chicken 1.90 M 11.30 Chronic NOEL Gasaway and Buss, 1072 1.00 11.30 11300
1,6,7-Trimethyinaphthalene mallerd 1.30 L] 338 Chronic LOEL Pation and Dieter, 1980 0.10 33.80 Q.38E+07
1-Methy Inaphthalens mallard 1.30 M 338 Chronic LOEL Patton and Dieter, 1980 0.10 33.80 3.38E+07
1-Mathylphenanthrene maliard 1.30 M 338 Chronic LOEL Patton and Dieter, 1980 0.10 33.80 3.38E+07
,6-Dimethylnaphthalene maliard 1.30 M 338 Chronic LOEL Patton and Dieter, 1980 0.10 33.80 3.38E+07
cenaphthene mallard 1.30 M 338 Chronic LOEL Patton and Dieter, 1980 Q.10 33.80 3.38E+07
Acenapthylene mailard 1.30 M 338 Chronic LOEL Patton and Dieter, 1980 0.10 3380 3.38E407
Anthracens mallard 1.30 M 338 Chronic LOEL Pation and Dieter, 1980 0.10 33.80 3.38E+07
enz{ajanthrecens maliard 1.30 M 338 Chronic LOEL Pation and Dieter, 1980 ¢.10 33.80 3.38E+07
Benzo(a)pyrene mailard 1.30 M 338 Chronic LOEL Pation and Dieter, 1980 0.10 33.80 3.38E+07
enzo(b+k)tiuoranihene mallard 1.30 M 338 Chronic LOEL Patton and Dieter, 1980 0.10 33.80 3.38E+07
enzo{s)pyrene mallard 1.30 M 338 Chronic LOEL Patton and Dieler, 1980 o0.10 33.80 3.38E+07
lenzo(g, h,i)perylene mallard 1.30 M 338 Chronic LOEL Patton and Dieter, 1980 0.10 33.80 3.38E+07
IChrysene maliard 1.30 M 338 Chronic LOEL Pation and Dieter, 1980 0.10 33,80 3.3BE+07
Dibenz(a,h)antty acene malard 1.30 M 338 Chronic LOEL Pation and Dieter, 1980 .10 33.80 3.38E+07
| mallard 1.30 M 338 Chronic LOEL Patton and Dieter, 1980 0.10 33.80 3.38E.+07
Flucrene mallard 1.30 M a3g Chronic LOEL Patton and Dieter, 1980 0.10 33.80 3.38E+07
indeno(1,2,3-cd)pyrene mallard 1.30 M 333 Chronic LOEL Patton and Dister, 1980 0.10 33.80 3.38E+07
[Perylene maliard 1.30 M 338 Chronic LOEL Pation and Dister, 1980 0.10 33.80 3.38E+07
[Phenanthrene mallard 1.30 M 338 Chronic LOEL Pation and Diester, 1980 0.10 33.80 3.38E+07
Pyrene mallard 1.30 M 338 Chronic LOEL Patton and Dieter, 1680 0.10 33.80 3.38E+07
jSum PAHs
[Total Arocdlor pheasant 1.00 R 1.80 Chronic LOEL U.S, EPA, 1993e 0.10 0.18 1.80E+08
37,8-7C0D ';‘::::;:‘ 1.00 R taogos  Chromic NOEL Noesek of al, . 1992 1.00 1.40E-08 1.40E404
D ::::1 3.50 R 0.03 Chronic LOEL U.S. EPA, 1983e 0.10 2.80E-03 2.80E+03
DDE® ;:c':n a.s0 A c.03 Chronic LOEL U.S. EPA, 1983e 0.10 2.80E-03 2.80E+03
DT 4&::\ 3.50 R 0.03 Chronic LOEL U.S. EPA, 1993¢ 0.10 2.80E-03 2.80E+03

1 - BW = body weight.

2 - M; mortality; R: reproduction; G: growth.

3 - mg CoClkg-dw dievday.

4 - U.S. EPA, 1993e: LOEL to NOEL factor of two, rather than ten, was used for H;
5 - NOAEL = No Observable Effect Level (mg CoG/kg-RoC/day); NOAEL level for

Benchmark NOAEL * Extrapolation tactor.
6 - NOAEL of tes! species = NOAEL of RoC; Sample and Arenal, 1968,

Benchmark NOAEL * {Tes! species BW/ Receptor ot Concern BW).

A) Based on Arochior 1254 toxioity;
C) assurmed to be in the form of cadmium chioride;

D) assumed to be in the form of Cr(+3); E) assumed to ba in the form of copper oxide;

F} assumed to be in the form of metal; G} assumed 1o be in the form of mercuric chloride;
H) assumed to be in the form of nickel suliate; I} assumed to be in the form of zinc suliate.

7 - Toxicity Reference Value. Units: Metals - ug CoCrkg RoC/day;
8- DOT used for DDD and DDE.

Organics - ng CoC/kg RoC/day; Dioxins - pg CoC/kg RoC/day.

9 because the LOEL appeared 1o be near the threshoid for dietary effects.
CoC conoentration in food (mg CoC/kg diet dry weight); and



Table 6.3-2b. Documentation of Toxicity Reference Values used for calculation of risks to raccoons for the
Raymark Phase Il Ecological Risk Assessment Investigation,

Test Species Reveptor Extrapolation
Condition Extrapolation { Test No;ﬁ
IContaminant of Concern Test Species BW, kp' Evaluated’ Endpoint Value® Endpoint Reference Factor'  |(mg/xg bwiday)®| RoC TRVS?
Cadmium® Rat 0.35 R 1.00 Chronic NOAEL Sample of. &, 1996 1.00 1.00 1000
I hromium® Rat 0.35 G 328 Chronic NOAEL Sample of. al., 1996 1.00 3.28 3280
Coppert Mink 1.00 R 1.7 Chronic NOAEL Sample of. a/., 1996 1.00 nn 11710
Lead” Rat 0.35 R 8.00 Chronic NOAEL Sample of. al., 1996 1.00 8.00 8000
Mercury® Rat 0.35 A 0.03 Chronic NOAEL Sample of. al., 1906 1.00 0.038 32.00
Nickel™ Rat 0.35 R 40.00 Chronic NOAEL Sample of. al., 1995 1.00 40.00 40000
Zing' Rat 0.35 R 160 Chronic NOAEL Sample of. a/., 1996 1.00 160 160000
1,6,7-Trimethyinaphthalene 0.00£+400
1-Methyinaphthalene Mouse 0.03 G 425 13 Wk. LOAEL Murata of. a/., 1993 1.00 425 4.25E408
1-Methylphenanthrene 0.00E+00
|2.5-Cimethyinaphthaiene 0.00E+00
[Acenaphthene Mouse 0.35 R 3s0 13 wic NOAEL ATSDR, 1993 0.5¢ 178 1.75E+08
Acenapthylane Rat 0.35 M 51.40 10 Day NOAEL See Acenaphthene 0.50 25.70 2.87E407
lAnthracene Mouse 0.35 R 1000 13 wic NOAEL ATSDR, 1693 0.50 500 5.00E+08
enziajanthracene Mouse 0.03 M 1.50 5wk LOAEL ATSDR, 1993 0.30 0.45 4.50E+05
enzo[a)pyrene’ Mouse 0.03 A 1.00 Chronic NOAEL Sample et. ai., 1996 1.00 1.00 1.00E+06
enzo(b+k)fluoranthene® 0.00E+00
enzo(e)pyrene 0.00E+00
Benzo(g.h,i)perylene 0.00E+00
hrysene! ) 0.00E+00
Dibenzia hjanihracene Rat 0.38 M 15.40 10 Day NOAEL ATSDR, 1903 0.50 1.70 7.70E+06
[Flucranthene™ Rat 0.38 R 500 13 wk. NOAEL ATSDR, 1995 0.10 £0.00 5.00E+07
|Fluarene Mouse 0.35 R 500 13 wk. NOAEL ATSOR, 1992 0.50 250 2.50E+08
indeno(1.2,3-cd)pyrene 0.00E+00
Perylane 0.00E+00
Phenanthrene Rat .35 614 10 Day NOAEL ATSDR, 1993 0.5¢ 257 2.57€.08
Pyrene Rat 0.35 M 437 10 Day NOAEL ATSDR, 1983 0.5¢ 218 2.19E+08
Surn PAHs
[Total Aroclo® Mink 1.00 R 0.14 Chronic NOAEL Sample o!. ai., 1996 1.00 0.44 1.40E405
b,sﬂ,e-rcoo Rat 0.36 A 1.00€-03 Chronic NOAEL ATSDR, 1007 1.00 1.00E-03 1.00E+ 06
loon® Dog 12.70 M 50,00 14 Day LDSO Cueto, 1870 0.50 25.00 2.50E+07
loDE® Mouse 0.03 R 19.00 78 wik. LOAEL ATSDR, 1892 0.50 9.50 8.50E+06
DoT Rat 0.35 R 378 36 Wk LOAEL Jonsson at. al., 1978 1.50 5.63 5.6IE+06

1 - BEW = body weighl.

2 - M: mortality; R: reproduction; G: growth; and C: Carcinogenic
3 - mg CoC/kg dry weighi in diet.

4 - Conversion factar for non-Chronic NOAEL data;
125 Day NOAEL = 1.0 * Chronic NOAEL;

10 Day NOAEL = 0.5 * Chronic NOAEL;

78 Wk LOAEL = 0.5 * Chronic NOAEL

5 Wk LOAEL = 0.3 * Chronic NOAEL; and

Acute LDy, EDgy, ECgo = 0.1 * Chronic NOAEL.

§ - NOAEL = No Observabie Efiect Level {mg CoC/kg-RoC/day); NOAEL level for CoC conocentration in food (mg CoC/kg diet dry weight); and
Benchmark NOAEL * Extrapolation factor,
6 - NOAEL of test species = NOAEL of RoC; Sample and Arenal, 1898,
Benchmark NOAEL * {Test species BW/ Receptor of Concern BW).

A) Based on Arcclor 1254 toxicity; Aulerich and Ringer, 1877;

C} assumed to be in the torm of cadmium chloride; Sutou ot al., 1680;

0) assumed to be in the form of Cr{+6); MacKenzie et a/., 1958; E) assumed to be in the form of copper sultate; Aulerich of a/., 1982;

F) mssumed ta be in the form of lead acetate; Azar st al., 1973; G) assumed to ba in the torm of methyl rercury chloride; Verschuuren of al., 1976;
H) assumed to be i the form of nickel suliate hexahydrate; Ambrose et al,, 1876; 1) assumed to be in the form of zinc oxide; Schlicker and Cox, 1968;
J) MacKenzie and Angevine, 1081; K) No Data; McCann and Ames, 1975;

L} No Data; McCann and Ames, 1975; M) Kingsbury ef a/,, 1879.

7 - Toxicity Reference Value, Units: Metals - ug CoC/kg RoC/day: Organics - ng CoG/kg RoG/day; Dioxins - pg CoClkg RoG/day.




Table 6.3-3a. Qualitative summary of CoC risks o the Black-crowned night heron for the Raymark Phase Ill Ecological Risk Assessment.

Black -crowned night heron HQ (Benchmark = TRV-Dose)'.

« {1,6,7-Trimethyinaphthalene
« [1-Methyinaphthalene

Station
+ |Cadmium
[Chromium
(Copper
« |Leaa
« [Mercury
Nickel
|Zine

+ [1-Mathylphenanthrene

« 12,6-Dimsthyinaphthaiene

« |Acenaphthena

+ [Anthracene

+ |Benzo(a)anthracens

+ [Benzo(a)pyrane

+ {Benzo(d + k¥iuoranthene

1 |Benzo{e)pyrena

HMW PAHs?

LMW PAHS®

[Total PAHs

Q
Ry

+ jBenzo{g.h.Dperyiens

«+ |Dibenzo(a,hjanthracens

+ |Rucranthane

+ |Fluorens

« |iIndena{1.2.3-cd}pyrens

+ [Parylene

+ {Total PCBs*

+ jo,p'-ODE

. jp.p-0DDD

. Ip.p-DDE

. 00T

Ve o+

F-2 - + - + . -
F3 - - . - - -

e o+

Fatarence - + - + N

+l+ +

TRY = Toxicly Referance Vaiue; dats from Table 8.3-2a. Data from Appendix A-3.

1 - HQ = Hazerd Quottent = Total Assismitated/TRV; Total Assimiated = ((Heron Sed Dietary infake + Haron Mussel Diet intaka) x Bloavaliabifty Factor x Home Fanga FactorVBody Weight;

Risk Ranking: HQ> 1 @ *+*, HQ»>10 = "+4", HO>40 = “+++" (Appendix 0-5-3).

2- sum of High Walght PAHs - yrene, Chrysens, Dibenz(s snd Perylens.
3-sumof Low Waight PAHs - 2 Fuorena, and F

4 - Totst PCBs = Sum of Congeners x 2.

§.23,7.8-TCOD Tor pradi of impacts on birds (WHO, 1996).

6 - Aisk Ranking: “+++" = inlermediate (++) or higher axposura ohserved for two

of more anatytes, ane of which indicates high (+++) exposure;

Tee'm {++) oD obx for two or more anaiytes or high (++4)
ew'wmlm;‘o‘-m(o)lmnmmmmmm
ovHMb(n)cwmmmnMonm'-'-lv-(o)npolu-ubm-dmuw
ane analyle of no exposure for ak anelytes. See text In Section 6.5,




Table 6.3-3b. Qualitative summary of CoC risks to Raccoons consuming prey for the Raymark Phase Ill Ecological Risk Assessment Investigation.

Raccoon HQ (Benchmark = TRV-Dosa)’.

®
3 §
L]
1 TRHRAE i .
Elel2lglz|d flslelslk H : ~ 18], : ®
z ® x = & H = |
el s Elils|§|2 2 THHBHEE I IR EInnanr g
N :gég-gszfvavisgg;f“is =1e181818(8]18
9 ) [} B J ps. -
A AR A A AR AR R AR AR AR AR R AR AR A AR R AR AR R R AR R N E AR IR AR AR 0E R I
[oR ] - . - R N N . . . . . . . . - . . - . .
3 . . . N R R R R R . R R B
D1 N 1 - B - B B 1 - | - B .
D-2 . - - - - - - - - - - - - - -
D3 - - - . - . . . - - . . . -
D-4 - - - - - - - - . - - . . -
D-§ - - - - - - - - . - + - - . -
D-6 - - - - . . - - - - - - - .
E-1 - - - + - . + . - - - - +
E-2 - - . . . . . . . . R R . . . . .
Fa1 - - - - - - - - - - - - - - - . -
F-2 - - + - - - - - - - . - - - - - - - - -
Fa . . - . - - - . - . - - - . - - - - . - . .
Refasrence - - + - + - - - - - - - - - - +
TRV = Tosichy Relerence Value; deta rom Tabis 6.3-25. Data from Appendix A-3.
1 - HQ = Hazard Quotient = Total TRV, Total ({1 Sad Dietary Intake + Raccoon Mussel Dist intake) x Bioavallabilty Factor x Home Range Factor¥Body Weight;

Risk Ranking: HQ>1 = *+*, HQ>10 m *++%, HQO>40 u “s++* {Appendix D-8-4),

2 - sum of High Molecular Waight PAHS - Chrysens, Dibenz(a hjanthracena, Fluorsnthens, and Perylens.
3 - sum of Low Molecular Weight PAHs - 2. Fluorens, and

4 - Total PCBs = Sum of Congeners x 2.

5-23,7,8-TCOD for of impacts on

& - Risk Ranking: *+++" = Intermediate {++) or higher exposurs observed for two
o more analyles, one of which indicates high (+++) exposure;

fretm () for two or more analytes or high (+++)
exposure for one ansiyte: *+* = low {+) exposure cbsarved for two or more analytes

of Intarmadiate (++) @XpOSUIe 107 0Ne analyle; and °-° = low (+} 8xposre obsarved for only
one anayte or no exposure for afl analytes. See text In Section 6.5.

(WHQ, 1999).




Table 6.3-4. Summary of Trophic Transfer Effects for the
Raymark Phase Il Ecological Risk Assessment Investigation.

Trophic Transfer Etfect Indicators’
N
S o “o
©
J £ £
a b @
[ X o
c o a
E L3
k=] < 15}
E E ] O
= S > =
7] = q v}
C-1 - - -
c-2 - - -
C-3
D-1 - - -
D-2 - - -
D-3 - - -
D-4 - - -
D-5 - + +
D-6 - -
E-1 + + +
E-2 - - -
E-3 - - -
E-4 - - -
F-1 - - -
F-2 - + +
F-3 - + +
Reference + + +

Effects rankings for stations for which only one indicator observation was
available are equal to the indicator observation ranking.
1 - Reduced fitness in field species exposed to sediments or sediment porewaters.

2 - Toxicity Reference Value Hazard Quotient (TRV-HQ); see Table 6.3-3a and 6.3-3b.

3 - Effects Ranking: "+++" = higher effect (+++) observed for one or more indicators;
"++" = intermediate (++) effect observed for one or more indicators;

"+" = low (+) effect observed for one or more indicators; and

*-* = no effect observed for both indicators; see text in Section 6.6.



Table 6.5-1. Overall Summary of Exposure and Effects-based Waeights of Evidence and Characterization of Risk
for the Raymark Phase ill Ecological Risk Assessment Investigation.

WEIGHT OF EVIDENCE SUMMARY
CHEMICAL EXPOSURE BIOLOGICAL EFFECTS RISK PROBABILITY
Tissue Trophic
Bedded Sediment Residue Transfer
Station Sediment' | Bioconcentration® | Ranking® Toxicity® Effocts* Effects’ Ranking® Ranking’
C-1 - + L ++ - - 1 intermediate
C-2 - + L ++ - - | Intermediate
C-3 + + L +4++ - - H Intermediate
D-1 - + L + - - L Low
D-2 - + L ++ - - 1 Intermediate
D-3 4+ + H ++ - - | High
D-4 - + L + - - L Low
D-5 ++ +++ H + - + L Intermediate
D-6 - + L +++ - - H Intermodiate
E-1 ++ ++ 1 + + + L Intermodiate
E-2 ++ + | + - - L Intermediate
E-3 ++ + 1 + - - L Intermediate
E-4 + + L ++ - - [ Intermediate
F-1 + ++ | ++ - - | Intermediate
F-2 ++ ++ 1 - ++ + | Intermediate
F-3 ++ ++ | + + + L Intermediate
Reference ++ | + ++ + 1 Intermediate

1 - Bedded Sediment Exposure Ranking based on sediment Hazard Quotients (HQs), SEM:AVS, and porewater HQs; see Table 6.1-5.
2 - Bioconcentration Ranking based on Tissue Concentration Ratios for ribbed mussels; see Table 6.2-1.
3 - Sediment Toxicity Risk Ranking based on sediment toxicity tests: see Table 5.2-1.
4 - Tissue-based Risk Ranking: Based on risks of CoCs in tissues to aquatic receptors; See Table 6.2-6.
5 - Trophic Transfer Effects Ranking: Based on results of avian and mammalian predator exposures; see Table 6.3-4.
6 - Exposure/Etfects (E/E) Ranking: B = Baseline Risk; L = Low Risk Probability; | = Intermediate Risk Probability; H = High Risk Probability.
Rankings for stations are equal to the maximum of individual WoE ranking.
7 - Overali Risk Ranking:
Baseline = Baseline (B) ranking for E/E WoE summaries;
Low = No greater than Low (L) ranking for E/E WoE summaries, or Intermediate (1) ranking for one WoE summary and
no greater than Low (L) ranking for the other WoE summary;
Intermediate = No greater than Intermediate (1) ranking for E/E WoE summaries, or High (H) ranking for one WoE and
Low (L) ranking for the other WoE summary; and
High = High (H) ranking for both WoE summaries or High (H) ranking for one WoE and
Intermediate (1) for the other WoE summary.



Table 6.6-1. Potential sources of uncertainty and relationship to true degree of adverse exposure as inferred
from tests performed to support the Weight of Evidence (WoE) approach for the Raymark Phase Il|
Ecological Risk Assessment Investigation.

Weight of Evidence Sources of Uncertainty Code
General
¢ Some proximal and distal contaminant sources, as well as potential sensitive receptors, may not be T
accounted for in conceptual exposure pathways.
* Knowledge of the chemical behavior of the CoCs is incomplete; test results may not reflect true CoC ™
exposure conditions.
* Inadequate spatial and temporal representation of the evaluated habitat and sitefreference zone by a ™
limited number of sampling stations, and associated extrapolations (and assumptions) from point
measurements to broader spatial areas.
* Representativeness of target analyte list leading to CoC selection may be inadequate, potentially resulting l
in an incomplete characterization of potentially significant adverse chemical exposure.
* The sediment sampling plan, including station selection, spatial (horizontal) and vertical (sediment T
layering) pattems, and sample representativeness may inadequately characterize true CoC distributions.
Bedded Sediment
Sediment Hazard * Hazard Quotients for sediment and porewater not developed for all CoCs due to limited availability of d
Quotients benchmarks.
*» Sediment benchmarks used to derive Hazard Quotients were derived from data where
potential synergistic or antagonistic interactions among contaminants may have been present.
Porewater Hazard * Organic concentrations are predicted from EqP. T
Quotients * Porewater Hazard Quotients for mercury not quantified. ™
* Bioavailability of CoCs in porewater may be less than would occur in laboratory, water-only tests. T
SEM and AVS * Concentration of AVS may be reduced by sampling procedure, increasing apparent metal bicavailability. T
» Other binding factors (e.g. organic carbon) may decrease metal bioavailability in conditions of low AVS. T
¢ Seasonality in AVS concentration may alter metal availability.
Bioconcentration
* Reference tissue residue concentrations used as benchmarks reflact generally urbanized conditions. {
»_Predicted residue concentrations used to fill spatial data gaps. T

Codes:

T
\)

= “false positive”, e.g., true degree of adverse exposura is likely to be overestimated by the test.
= "false negative", e.g., true degree of adverse exposure is likely to be underestimated by the test.

T =true degree of adverse exposure may be sither underestimated or overestimated by the test.




Table 6.6-2. Potential sources of uncertainty and relationship to true degree of adverse effects as inferred
from tests performed to support the Weight of Evidence (WoE) approach for the Raymark Phase lI
Ecological Risk Assessment Investigation.

Weight of Evidence Sources of Uncertainty Code
General
*» Appropriateness of selected bioassay and target species as surrogates for the indigenous community. ™
» Limited toxicological data for target receptor species. ™
» Incomplete knowledge of community ecology and of potential synergistic or antagonistic impacts of CoCs. ™
Sediment Toxicity
(Ampelisca) » Sampling/test procedures may modify CoC bioavailability. e
» Non-CoC responses (e.9. Ammonia) obscuring exposure-response relationships. T
» Responses observed may not represent potential for chronic effects. T
» Differences in CoC bioavailability and species/endpoint sensitivity between stations ™
not fully accounted for in data interpretation.
Tissue Residue
Effects » Variation in lipid content among target species as a factor governing bioavailability and potential effects. T
» Limited number of Toxicity Reference Values (TRVs) available as benchmarks for assessment of tissue 4
residue impacts.
» Extent to which metabolic activities in fish reduce parent PAH tissue residue concentrations to d
unmeasured constituents of potential toxicological significance.
» Lack of empirical evidence linking contaminant concentrations in tissue with presumed effects. T
Trophic Transfer
Avian and Mammalian| e Intake of contaminants via other exposure routes such as water and sediment ingestion not considered. d
Predators » Birds may not feed exclusively at the site. T
» Prey species used in modeling may not be adequate surrogates for other organisms in the diet of raccoons T

or herons.

Codes:

T
)

= 'false positive’, e.g., true degree of adverse effects is fikely to be overestimated by the test.
= "false negative”, e.g., true degree of adverse effects is likely to be underestimated by the test.

Tl =true degree of adverse effects may be either underestimated or overestimated by the test.




7.0. SUMMARY AND CONCLUSIONS

This section summarizes information collected for evaluation of potential risks
*from contaminants associated with Raymark to ecological receptors at the site. The
U.S. EPA's ERA Framework (1992a) and applicable U.S. EPA, and EPA Region |
guidance were used to generate and interpret the data required to complete this risk
assessment (1997a, 1998a). The objectives of this ERA are as follows:

° Assess potential ecological risks to the aquatic environments of Areas C-F from
chemical stressors associated with the Raymark Site;

° Develop information sufficient to support risk management decisions regarding
site-specific remedial options; and

L Support communication to the public of the nature and extent of potential
ecological risks associated with the Raymark site.

The following sections present and discuss the findings of this Marine Ecological
Risk Assessment (ERA), including Problem Formulation, Site Characterization,
Exposure and Ecological Effects Assessments, Characterization of Ecological Risks,
Risk Synthesis and Uncertainty Analysis.

7.1. Synthesis of Study Findings

A summary of potential ecological risk for Raymark Areas C-F was presented in
Table 6.5-1. The table includes a summary of the measurement on exposure-based
endpoints. Estimated potential risks were grouped into four primary classes: baseline,
low, intermediate and high, based on definitions outlined in Section 6.0.

The identified risks by station are based primarily upon summaries of each
weight of evidence, with special attention paid to concordance between exposure- and
effects-based weights of evidence. This evaluation of weights of evidence addresses
only current conditions and levels of activity at the site, and does not address future use
scenarios involving fundamentally different conditions and activities at the site.

High Risk Probability Stations. In the present investigation, only Station D-3 is
categorized as a high risk station, given both high exposure and high effects
rankings. In addition, some support for exposure-response relationships were
observed given that toxicity was observed and PCB concentrations in sediment
were well above ER-M thresholds.

Intermediate Risk Probability Stations. Stations which the WoE demonstrate
intermediate risks include Stations C-1 to C-3, D-2, D-5, D-6, E-1 to E-4, F-1 to
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F-3, and the reference. Multiple exposure- or effects-based weights of evidence
were observed in the data, resulting in an intermediate Exposure and/or Effects
ranking. However, quantitative exposure-response relationships were found to
be lacking. :

Low Risk Probability Stations. A low risk probability was indicated for the
remaining Raymark stations (D-1 and D-4). Minimal impacts are suggested by
the majority of exposure and effects-based weights of evidence, and no
exposure response relationships were evident.

Baseline Risk Probability Stations. Baseline risk was not assigned for any of the
Raymark stations.

7.2. Other Potential Sources of Stress and CoCs

~ Ongoing CoC transport into the Raymark study areas may occur from surface
water runoff via storm drains from residential areas. It is also possible that Housatonic
River water (via groundwater or surface water during floods) may carry CoCs into the
study area. This ERA did not collect any data to address this possibility.

Contamination from other sources may potentially enter various Raymark areas
via exchange with the Housatonic River. The City of Stratford sewage treatment plant
outfall is located to the west of the site, and prevailing water circulation pattems would
suggest the possibility of diluted effluent exposing Areas C and D, particularly during
the flood tide. No contamination gradient was found along the Housatonic Boat Club
banks or areas north and south of the site, even though elevated concentrations was
observed (SAIC, 1999b). This provides some evidence that the river is a likely source
of some CoCs in the study area.

Previous assessments have found evidence from core samples to suggest that
high CoC concentrations exist at depths > 100 cm into the sediment. The existence of
increasing concentrations of metals in subsurface sediment layers at certain relative to
surface sediments may represent an increased potential risk for indigenous biota
should resuspension of these buried sediments occur, depending on future use
scenarios.

7.3. Limitations 6f the Assessment

The conclusions drawn in this assessment are based on an extensive database
of sediment and tissue chemistry, biological indicators, and toxicity evaluations,
supported by geophysical and hydrographic information, with broad spatial and
temporal coverage. The data are intemnally consistent and supportive, and of high
quality, meeting and exceeding, for example, detection limits as specified by the NOAA
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Status and Trends Program. Therefore, the values can be interpreted with confidence
for comparisons to commonly accepted guidelines, such as ER-L values
(Long et al., 1995).

The assessment of potential ecological risk is a process of minimizing
uncertainty with regard to characterization of exposure and effects, and the integration
of these data as cause-effect relationships. The risk conclusions reached in this study
are based on weight of evidence; those areas exhibiting more numerous lines of
evidence for or against adverse impact are associated with less uncertainty in the
conclusion. This evaluation addresses only current conditions and levels of activity at
the site, and does not address potential future use scenarios involving fundamentally
different conditions and activities at the site. The present study provides extensive
weights of evidence and spatial coverage for evaluation of potential risks in the
Raymark study area proper; however, localized small areas, such as immediately
adjacent to or directly beneath piers or bridges have not been specifically addressed
and are of unknown concemn. In addition, the present investigation was synoptic, not
seasonal in design, and therefore uncentainty exists in that seasonal effects were not
specifically considered.

7.4. Conclusions and Recommendations

Based on the results of the Marine Ecological Risk Assessment for Raymark
Areas C-F, the following conclusions and recommendations are put forth for
consideration in risk management:

® In the assessment of potential marine ecological risks to aquatic species of
concern (mussels, oyster, fish, raccoon and seabirds), Station D-3 was
determined to pose a high probability of ecological risk from Raymark-related
Contaminants of Concern (CoCs). The principal CoCs responsible for elevated
exposure rankings were PAHs in bedded sediments, copper and PAHSs in pore
water, and PCBs in mussel tissue. Based on the extent of adverse exposure
and measured effects (sediment toxicity) and some support for exposure-
response relationships observed, the assigned degree of potential risk is
considered unacceptable from an ecological perspective, and thus this location
should receive highest pricrity in the risk management decision process.

° Stations which the WoE demonstrate intermediate potential risks include
Stations C-1 to C-3, D-2, D-5, D-6, E-1 to E-4, F-1 to F-3, and the reference. In
general, the same aquatic receptors and CoCs as observed for high risk stations
were of concern, but at lower levels. For Areas C and D, with the exception of D-
5, risks are largely attributable to elevated concentrations of Cu, Hg, PAHs, and
PCBs in sediment and reduced survival in sediment toxicity tests. At D-5, high
sediment PCB and dioxin concentrations, PAHs, PCBs, and dioxins in porewater
were predicted to cause high tissue concentration ratios for Total PCB and dioxin

Final Raymark Phase (Il ERA.doc 7-3



exposure. In the remaining stations, a combination of exposure and effects
indicators (i.e., bedded sediment concentrations, tissue concentration ratios, and
sediment toxicity) identified risks from PAHs, Total PCBs, copper, zinc. Given an
indication of adverse exposure or effects but a lack of clear exposure-response
relationships, the overall potential risk at these stations may be considered
acceptable from an ecological perspective. However, the associated uncertainty
is sufficiently high as to merit the evaluation of these stations in the risk
management decision process.

® A low risk probability was indicated for the remaining Raymark stations (D-1 and
D-4). Although the data for these stations suggest possible adverse exposure or
effects, CoC concentrations were generally low and definitive exposure-response
relationships were not observed. Based on these observations, the observed
potential risks at these stations are considered acceptable from an ecological
perspective, and relatively low priority should be given to these locations in the
risk management decision process.

° A baseline probability of risk was not assigned to any of the stations examined in
this study since none of the locations, including reference stations, can be
considered to representative of relatively pristine environmental conditions. This
is attributed to the fact that the Raymark study areas are in a location which is
affected by many contaminants and other stressor sources, such as the
Housatonic River, Stratford outfall, stormwater outfalls, and
industrial/recreational operations in nearby Stratford.
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